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Abstract

Emma Mendoza Broder
Dissertation Advisors: Allan M. Brandt and David S. Jones

“The Anatomy of the Epidemic”: Contested Illness Outbreaks in US Medicine and Public Health,
1934-2020

A symptom complex marked by fatigue, muscle weakness, and brain fog has puzzled
patients and clinicians for nearly a century, attracting several contested explanations from the
psychosomatic to the post-viral. These contestations affect not just the perceived legitimacy of
patient suffering, but the legitimacy of the illness and of biomedicine itself, which may be at risk
of delegitimization when it cannot locate the cause of people’s suffering. Throughout the
twentieth century, these symptoms cropped up in the context of outbreaks of an infectious
disease resembling poliomyelitis. The first set of outbreaks took place between 1934-1956 before
public health interest waned. In the 1980s outbreaks reemerged and were connected to other viral
threats like Epstein-Barr virus, but by then the condition had spread far beyond the local
outbreak context and has persisted through to the present problem of long COVID. Although the
condition has not been deadly, these episodes often led to long-term disability with a prolonged,
relapsing course.

With the rise of an epidemiological infrastructure shaped by the fight against polio,
organizations like the Yale Poliomyelitis Study Unit, the U.S. Public Health Service, and the
CDC's Epidemic Intelligence Service investigated these mysterious outbreaks from 1934 to
1956. Despite thorough investigation, no pathogen was identified. The illness, eventually named
epidemic neuromyasthenia or myalgic encephalomyelitis, defied dominant germ-theory

frameworks. Lacking microbial evidence, researchers increasingly attributed it to psychosomatic
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causes or mass hysteria—especially given the global rise of similar outbreaks amid stress,
schooling pressures, and Cold War anxieties about crowd behavior and social contagion.

As outbreaks waned by the 1970s, the mass hysteria narrative gained further traction. In
the 1980s, attention returned to viral theories as doctors began to publish reports of chronic
symptoms linked to Epstein-Barr virus. The “chronic Epstein-Barr virus disease” mirrored earlier
syndromes, culminating in a high-profile CDC investigation in Lake Tahoe. The CDC ultimately
labeled the condition “chronic fatigue syndrome” and dismissed a direct EBV link, initiating
decades of controversy over its legitimacy. CFS became emblematic of “contested illnesses”—
conditions with real suffering but unclear etiology. In the COVID-19 pandemic, many people
developed persistent symptoms post-infection, now called “long COVID,” again echoing past
episodes. Long COVID has spurred more medical attention and scientific research on these kinds
of conditions than ever before, with the potential to change how science and medicine can help
patients.

This thesis explores how the epidemiological context—shaped by scientific paradigms,
public health institutions, and cultural narratives—has influenced the medical and social
treatment of diseases with diffuse, disabling symptoms and uncertain viral origins. It also asks
how these conditions went from novel public health threats to marginal, stigmatized, and

illegitimate conditions, and back to novel public health threats once again with long COVID.
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Introduction

In the spring of 2020, a new condition with a paradoxically long history emerged.
Though the coronavirus that caused the COVID-19 pandemic was novel, it was the chronic,
long-term aftereffects of an infection which were simultaneously new and old. Recognized early
in the pandemic by patients connecting online about their frustratingly slow recoveries, “long
COVID” is a new disease, but one that echoes older conditions. Throughout the twentieth
century these conditions emerged in the context of other viral epidemics, but it wasn’t until long
COVID that a link between the virus and the subsequent chronic illness was accepted by many
medical and public health experts. Marked by fatigue, brain fog, and muscle pain, this symptom
complex was given names like chronic fatigue syndrome, atypical poliomyelitis, and epidemic
neuromyasthenia. Outbreaks of these conditions occurred periodically and attracted major public
health attention. Ultimately, when medical and scientific investigation failed to locate a cause
after every outbreak, they became marginal, a footnote in the history of chronic fatigue
syndrome—itself a marginal condition in mainstream medicine.

This historical project has been completely broken down and remade by present day
understandings of long COVID. I began graduate school thinking I would work on a group of
conditions such as chronic fatigue syndrome and fibromyalgia, known in the social sciences as
“contested illness.” There has been much sociological and anthropological work on these

conditions, viewing them through the lens of social movements.! The term “contested illness”

" Phil Brown, Toxic Exposures: Contested Illinesses and the Environmental Health Movement (New Y ork: Columbia
University Press, 2007); Abigail Anne Dumes, Divided Bodies: Lyme Disease, Contested Illness, and Evidence-
Based Medicine, Critical Global Health: Evidence, Efficacy, Ethnography (Durham: Duke University Press, 2020);
Debra A Swoboda, “The Social Construction of Contested Illness Legitimacy: A Grounded Theory Analysis,”
Qualitative Research in Psychology 3, no. 3 (January 2006): 233-51, https://doi.org/10.1191/1478088706qrp0610a;
Steve Kroll-Smith and H. Hugh Floyd, Bodies in Protest: Environmental Illness and the Struggle Over Medical
Knowledge (NYU Press, 1997), http://muse.jhu.edu/book/10733.



came out of those fields in the 1990s to describe conditions with a disputed biological basis, and
specifically the fact that this dispute has taken place not just among experts but between experts
and patients, who bring experiential knowledge of living with these conditions in addition to the
expertise of their own research and activism.

But as [ was starting to research the history of unexplained, possibly psychosomatic,
possibly post viral syndromes, a brand new one emerged, with the most coherent connection to
one pathogen to date, and was attracting serious, sustained academic and clinical investigation.
There was the potential for long COVID to cast new light on this history, the way AIDS made
historians of medicine ask new questions in the 1980s.?

What is also notable about the almost immediate recognition of long-term symptoms
following an acute COVID infection is the way historical insights shaped the discussion. SARS
and MERS, two other respiratory diseases caused by coronaviruses, were known to cause long-
term disability, but concerned public health experts and disease activists alike compared COVID-
19 to the flu pandemic, encephalitis lethargica, and chronic fatigue syndrome.? Skeptics working
in journalism, too, drew on the past to remind the public of the many nonspecific diagnoses

assigned to common and hard-to-treat symptoms like fatigue and pain: neurasthenia, chlorosis,

2 See Charles E Rosenberg, “What Is an Epidemic? AIDS in Historical Perspective,” Daedalus (Cambridge, Mass.)
118, no. 2 (1989): 1-17; Naomi Rogers, Dirt and Disease: Polio Before FDR (Rutgers University Press, 1992);
Allan M. Brandt, No Magic Bullet: A Social History of Venereal Disease in the United States since 1880 (New
York: Oxford University Press, 1985); Daniel M. Fox and Elizabeth Fee, AIDS: The Burdens of History (Berkeley:
University of California Press, 1988).

8 Felicity Callard, “Epidemic Time: Thinking from the Sickbed,” Bulletin of the History of Medicine 94, no. 4
(2020): 72743, https://doi.org/10.1353/bhm.2020.0093; Emily A. Troyer, Jordan N. Kohn, and Suzi Hong, “Are
We Facing a Crashing Wave of Neuropsychiatric Sequelae of COVID-19? Neuropsychiatric Symptoms and
Potential Immunologic Mechanisms,” Brain, Behavior, and Immunity 87 (July 2020): 34-39,
https://doi.org/10.1016/j.bbi.2020.04.027; Kenton Kroker, “Encephalitis Lethargica: Last Century’s Long Haulers?,”
CMAJ : Canadian Medical Association Journal 193, no. 37 (September 20, 2021): E1468-70,
https://doi.org/10.1503/cmaj.210807; George B. Stefano, “Historical Insight into Infections and Disorders
Associated with Neurological and Psychiatric Sequelae Similar to Long COVID,” Medical Science Monitor 27
(February 26, 2021), https://doi.org/10.12659/MSM.931447.



fibrositis in the nineteenth century; multiple chemical sensitivity, Gulf War Syndrome, and
chronic fatigue syndrome in the twentieth.* Doctors, however, were typically much more reticent
to express outright skepticism in public, perhaps aware of the considerable controversy and even
hostility that had developed in past decades between chronic fatigue syndrome advocate groups
and physicians offering unpopular treatments and research.>

The recognition and characterization of long COVID was made possible by the millions
of people sick at home, connecting over the internet. The privilege of this group is inextricable
from the resulting object their activism created. Such was the case for many forms of disease
activism which set the precedent for long COVID activism. Sarah Schulman describes how the
AIDS crisis created an awareness for the first time among many white, middle-class gay men
that they were vulnerable, creating an opportunity to join forces with feminist and lesbian
activists in the AIDS Coalition to Unleash Power, a grassroots movement that transformed
patient activism.® M Murphy describes the white collar working conditions—air conditioned,

sealed buildings, chemicals used to copy and print documents, women entering the workforce in

4 Jeff Wise, “Has Long COVID Always Existed?,” Intelligencer, November 4, 2022,
https://nymag.com/intelligencer/2022/11/is-long-COVID-actually-chronic-fatigue-syndrome.html; “We Might Have
Long COVID All Wrong | The New Republic,” accessed March 24, 2025,
https://newrepublic.com/article/168965/might-long-COVID-wrong.

5 Peter White et al., “Comparison of Adaptive Pacing Therapy, Cognitive Behaviour Therapy, Graded Exercise
Therapy, and Specialist Medical Care for Chronic Fatigue Syndrome (PACE): A Randomised Trial,” The Lancet
377, no. 9768 (March 2011): 823-36, https://doi.org/10.1016/S0140-6736(11)60096-2; SASUSA, “PACE: The
Research That Sparked a Patient Rebellion and Challenged Medicine,” Sense About Science USA, March 21, 2016,
https://senseaboutscienceusa.org/pace-research-sparked-patient-rebellion-challenged-medicine/; Jon Cohen, 2011,
and 6:19 Pm, “Chronic Fatigue Syndrome Researcher Fired Amidst New Controversy,” Science | AAAS, October 4,
2011, http://www.sciencemag.org/news/2011/10/chronic-fatigue-syndrome-researcher-fired-amidst-new-
controversy; Michael Sharpe and Monica Greco, “Chronic Fatigue Syndrome and an Illness-Focused Approach to
Care: Controversy, Morality and Paradox,” Medical Humanities 45, no. 2 (June 2019): 18387,
https://doi.org/10.1136/medhum-2018-011598.

& Sarah Schulman, Let the Record Show: A Political History of ACT UP New York, 1987-1993 (Farrar, Straus and
Giroux, 2021), 21-23.



greater numbers than ever before—which gave rise to sick building syndrome in the 1980s.” In
the early years of chronic fatigue syndrome it was described often as a disease of well-off,
neurotic housewives. This privilege, which was often contrasted with the experience of AIDS
among gay and other minority communities, effectively stigmatized and tainted chronic fatigue
syndrome, while the debilitating symptomatology kept patients from the kinds of direct action
that ACT UP or the sick building syndrome patients used.?

Another crucial element in legitimating long COVID was the epidemiological context—
millions of people were ill with the same virus, a virus which was novel and therefore uncertain
in its effects. Conditions like chronic fatigue syndrome, fibromyalgia, and multiple chemical
sensitivity are not often discussed in the literature as epidemic diseases, and that literature seems
to position them as arising in the 1980s out of the environmental health movement and
postmodern skepticism about the status of scientific knowledge.

Brief historical discussions do allude to an outbreak history, however. They often cite an
outbreak in Lake Tahoe, Nevada in the 1980s as the beginning of chronic fatigue syndrome. I
pivoted away from the contested illness approach, which tends to frame these conditions as
widespread chronic health problems cropping up randomly in individuals and linked to social

movements and instead went looking for the history of CFS outbreaks.’ Medical articles coming

7 Michelle Murphy, Sick Building Syndrome and the Problem of Uncertainty: Environmental Politics,
Technoscience, and Women Workers (Durham: Duke University Press, 20006).

8 Emily Lim Rogers, “Recursive Debility: Symptoms, Patient Activism, and the Incomplete Medicalization of
ME/CFS,” Medical Anthropology Quarterly 36, no. 3 (2022): 412-28, https://doi.org/10.1111/maq.12701; Emily
Lim Rogers, “Sick Work: Exhaustion, Labor, and the Invisibilization of ME/CFS” (Book manuscript, 2025).

9 Kristin K. Barker, “Listening to Lyrica: Contested Illnesses and Pharmaceutical Determinism,” Social Science &
Medicine, Sociology of Diagnosis, 73, no. 6 (September 1, 2011): 83342,
https://doi.org/10.1016/j.socscimed.2011.05.055; Brown, Toxic Exposures; Murphy, Sick Building Syndrome and
the Problem of Uncertainty; Dumes, Divided Bodies; Annemarie Jutel, “Beyond Our Ken?: Contested Diagnoses
and the Medically Unexplained,” in Putting a Name to It (Johns Hopkins University Press, 2011),



out of the Tahoe outbreak featured brief mentions of previous outbreaks, which these doctors and
epidemiologists said strongly resembled the present one at Lake Tahoe. These past outbreaks
were labeled things like “epidemic neuromyasthenia,” “benign myalgic encephalomyelitis” and
“Iceland disease.” They were thought of as possibly a new form of poliomyelitis, but with
atypical symptoms which we can now see resemble long COVID and chronic fatigue syndrome.
Following these outbreak reports in medical journals gives the impression of one coherent
disease entity cropping up in different places at different times throughout the twentieth century.
Myriad names have been applied to the syndrome and debated amongst interested
medical and public health observers. The first outbreak to be retroactively connected to ME/CFS
took place in 1934 in Los Angeles and was referred to as “atypical poliomyelitis,” because it
bore some clinical resemblance to polio yet diverged in its epidemiological picture. When an
outbreak of a strange, unknown viral infection “simulating poliomyelitis” took place in Akureyri,
Iceland in the winter of 1948 and 1949, many medical and news sources began using the terms
“Akureyri disease” and “Iceland disease.” An editorial appearing in the Lancet in 1954 noted that
terms like “poliomyelitis-like” and “atypical polio were “unsatisfactory,” and laboratory study
was needed to explain the disease, which would in turn supply a more specific medical name.'°
After an outbreak in 1953, an NIH scientist coined the term “epidemic neuromyasthenia”
which became the most used name in the US context prior to the 1980s formulation of “chronic
fatigue syndrome.” The scientist wanted to describe the disease’s epidemic character and its

neurological, muscular, and fatiguing manifestation more precisely. The “epidemic” appellation

https://doi.org/10.1353/book.1850; J. Stephen Kroll-Smith, Phil Brown, and Valerie J. (Valerie Jan) Gunter, llness
and the Environment : A Reader in Contested Medicine (New York: New York University Press, 2000).

0 Editor, “Not Poliomyelitis,” The Lancet, Originally published as Volume 2, Issue 6847, 264, no. 6847 (November
20, 1954): 1060-61, https://doi.org/10.1016/S0140-6736(54)90614-5.



was necessary, he said, because only when dozens of people in a community fell ill with those
symptoms simultaneously did it appear that a new disease was responsible, rather than any
number of sporadic viral infections that might escape public health notice if people simply
treated themselves and their families at home.!!' In the UK, “benign myalgic encephalomyelitis”
was more commonly used, the term dated to a 1956 editorial in the Lancet accompanying an
outbreak report from London’s Royal Free Hospital.'? The Lancet editors in 1956 considered
earlier names like “Iceland disease” inappropriate; the disease had been seen outside of the
Icelandic context both before and after 1948. In response, a onetime outbreak investigator wrote
to the Lancet to express reservations about the term. “Benign” was accurate insofar as the
condition did not kill any victims, yet the profound disablement it produced in some was could
not really be described as benign, he wrote.'?

Outbreaks offered something concrete I could hang this narrative on, from an earlier
moment before chronic fatigue syndrome became a “contested illness” with uncertainty and
debate over every aspect of the condition. The cause, mechanism, treatment, and prevalence of
the condition can all be unpacked and interrogated ad nauseum, but the historical actors can all
agree that an outbreak of something took place in this place at that time. I was able to look at
official archives of the CDC, the NIH, the Rockefeller Foundation, and even the Icelandic

National Archives to try to tell a story.

" “Alexis I. Shelokov Papers, HMD MS ACC 2011-040.” (National Library of Medicine, n.d.), Archives and
Modern Manuscripts Collection, History of Medicine Division, National Library of Medicine, Bethesda, MD.

2 Editor, “A New Clinical Entity?,” Originally Published as Volume 1, Issue 6926 267, no. 6926 (May 26, 1956):
789-90, https://doi.org/10.1016/S0140-6736(56)91252-1.

3 BJORN Sigurdsson, “A New Clinical Entity?,” The Lancet, Originally published as Volume 2, Issue 6933, 268,
no. 6933 (July 14, 1956): 98, https://doi.org/10.1016/S0140-6736(56)90457-3.



I was also able to draw on the papers of individual scientists who worked at one point on
these outbreaks—also major figures of twentieth century virology and public health. These
include John Paul of Yale University and Alexander Gilliam, Sr., a US Public Health Service
officer and member of the US Typhus Commission during World War II, both of whom
responded to the Los Angeles outbreak and wrote reports or histories of it later. Richard M.
Taylor was a virologist whose long, illustrious career at the International Health Division of the
Rockefeller Foundation included a brief stint in Iceland, trying to develop the country’s public
health infrastructure and track down the cause of the mysterious disease outbreak that took place
there in 1949. Donald A. Henderson, who would later become famous in global public health for
his role leading the smallpox eradication program, was the head of the Epidemic Intelligence
Service when the Punta Gorda outbreak took place and traveled down to Florida with his junior
EIS officer.

Alexis Shelokov was an NIH clinician scientist who first saw epidemic neuromyasthenia
in 1953 at Chestnut Lodge Hospital near Washington, DC and maintained a lifelong interest in
the condition, researching its possible mechanisms and helping dozens of patients navigate their
condition. Shelokov is not widely written about in history of medicine, but his career intersected
several milestones in twentieth medicine and public health: helping to develop tissue culture
techniques that enabled the polio vaccine; founding the Middle America Research Institute in
Panama in the 1960s; and US-Soviet science diplomacy, helping to investigate the 1979
Sverdlovsk anthrax outbreak.!'* Shelokov corresponded with scientists like Hilary Koprowski at

University of Pennsylvania’s Wistar Institute to attempt to gather momentum around solving the

4 “Shelokov, Alexis 2005 - Office of NIH History and Stetten Museum,” accessed April 5, 2024,
https://history.nih.gov/display/history/Shelokov%2C+Alexis+2005.



mystery of epidemic neuromyasthenia. Koprowski would later be pulled into in chronic fatigue
syndrome research because it intersected with his retrovirus work—alongside his colleague

Robert Gallo, famous for his role in establishing HIV as the cause of AIDS.

This dissertation asks: How have public health and medicine responded to outbreaks of
ambiguous, uncertain illnesses? What role have public health institutions, scientific methods, and
patient activism played in constructing (or denying) the legitimacy of conditions from epidemic
neuromyasthenia to CFS and long COVID? Put more broadly, these questions are: How does an
instance of illness (in a person, or in an outbreak) come to be split off from an established
disease category? How do different medical fields use evidence such that they can declare an
outbreak is one thing or another? What are the stakes when that happens?

These questions foreground historical actors’ negotiations with uncertainty. Increasingly
in the twentieth century doctors and epidemiologists looked to the concrete, black-boxed '
validity of laboratory evidence to explain disease. When lab analysis could not offer acceptably
clearcut results, doctors were left with subjective symptoms that patients reported. I argue that
examining these conditions as a history of outbreaks offers a new perspective on the problem of
nonspecific symptoms like fatigue and pain, which have plagued primary care for nearly the
entire history of medicine. Rather than seeing these symptoms as a challenge doctors have

continually faced, the outbreak focus shows how public health played a major role in

'S Bruno Latour, Science in Action: How to Follow Scientists and Engineers through Society (Cambridge, Mass.:
Harvard University Press, 1987). Latour uses the concept of a black box to describe how scientific facts work in
society. The inputs and outputs are visible, but the process to get from input to output becomes invisible when those
facts become settled, or a technology works successfully. A positive or negative lab result becomes a scientific fact
when the technology of the test is established, erasing uncertainty or the foundations on which the test is built from
public view. See also Ludwik Fleck, Genesis and Development of a Scientific Fact (Chicago: University of Chicago
Press, 1979).



legitimizing, for a time, these symptoms under a specific label: epidemic neuromyasthenia. This
work shows a more complex negotiation of legitimacy, beyond the doctor-patient dyad, including
virologists, public health agencies including the US federal government and private philanthropic
foundations, and clinicians of various specialisms and orientations to uncertainty in patient care.

In beginning this project with the Los Angeles hospital epidemic, my intention is not to
argue that the 1934 outbreak was chronic fatigue syndrome. The continuity between ME/CFS, as
we know it today, and these earlier outbreaks is a puzzle the actors in this story have themselves
examined, and any conclusions I draw are not on biological grounds. Instead, I ask how these
outbreaks were apprehended by the medical science of their time, why actors saw these
outbreaks as examples of one disease entity, The lessons from these past disease occurrences
could certainly offer lessons to today’s health practitioners. At minimum, they suggest ways of
attending and orienting to patients facing similar problems today, but potentially they offer
larger-scale answers to questions in public health such as how to respond to long COVID.

My outbreak focus is also the reason I do not begin this story with neurasthenia, first
described by American physician George Beard in 1869 as “nervous exhaustion,” with
symptoms such as fatigue and brain fog noticeably like ME/CFS.!¢ Many histories of ME/CFS
do begin with neurasthenia, showing the transformations in diagnoses applied to vague and
nonspecific somatic complaints over time. But as this is a public health-focused history, rather
than focused on the doctor-patient dyad, I am starting from discrete outbreaks and asking how

the disease was understood from public health science and practice, how different actors

'8 George Beard, “Neurasthenia, or Nervous Exhaustion,” The Boston Medical and Surgical Journal 80, no. 13
(April 29, 1869): 217-21, https://doi.org/10.1056/NEIJM 186904290801301.



understood and responded to it, and especially what happened after the outbreak seemingly
ended.

Barbara Sicherman’s well known 1977 article “The Uses of a Diagnosis” asks what
neurasthenia enabled between doctors and patients in an era of increasingly scientific medicine
that was (inadvertently or intentionally) becoming distant from the bedside art that medicine
used to be.!” Like historians of neurasthenia who argue that precisely what the disease was is not
the most interesting question, I am not asking whether this or that outbreak can be retroactively
labeled chronic fatigue syndrome, but what the outbreak was, socially and intellectually, and
what the ways in which it was studied and described offered and foreclosed for medicine,
patients, and public health.

The title of this work, “The Anatomy of the Epidemic,” comes from a New Yorker article
by Berton Roueché from 1965, describing epidemic neuromyasthenia and the EIS team who
investigated the outbreak in 1956 in Punta Gorda, Florida. Roueché¢ interviewed Don Henderson,
who at the time was head of the Epidemic Intelligence Service of the CDC. Henderson mused
about their attempts to explain the outbreak as epidemic hysteria, since so many of the symptoms
were also known to be “psychoneurotic.”!® Because they felt that an epidemic of hysterical
paralysis was impossible, given the distribution of cases in time and space and the lack of any
inciting stressor, they were left wondering, “what was the anatomy of the epidemic?”!” The use
of the term anatomy to describe the nature, cause, or type of epidemic was poetic, but also speaks

to the interrelation of clinical and epidemiological information that actors were using at this time

7 Barbara Sicherman, “The Uses of a Diagnosis: Doctors, Patients, and Neurasthenia,” Journal of the History of
Medicine and Allied Sciences 32, no. 1 (1977): 33-54.

8 Berton Roueché, “In the Bughouse,” The New Yorker, November 19, 1965, 220.

® Roueché, 221.
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to attempt to understand these strange outbreaks. The clinical impression was inseparable from
the conclusions they drew about the organic nature of the disease, just as the epidemiological

picture could suggest a particular cause.

This story intersects with several issues in the history of medicine, public health, and
disability. Below, I briefly unpack the history of epidemiology, preparedness, and disease
legitimacy, how legitimacy intersects with gender, sex, and race, and explore various theoretical
approaches to disease history used in history and social studies of medicine. These themes are of
course deeply interrelated—social status influences legitimacy; epidemiology shapes both what
is known about disease and the social responses to disease, as when knowledge of routes of
transmission shapes public fear of a disease. Because epidemic neuromyasthenia resembled
poliomyelitis but did not have a clear cause, treatment, or vaccine, this history also intersects
with polio history yet offers a compelling counterexample to understand the diverging fates of
the two conditions. Poliomyelitis outbreaks grew America’s public health infrastructure, enabling
the rapid response to contemporaneous epidemic neuromyasthenia outbreaks, but epidemic
neuromyasthenia did not achieve the legitimacy of poliomyelitis, possibly because its victims
were older and possibly because its puzzling, non-deadly symptoms resisted biomedical

explanation.

The “Contested Iliness” Approach and Legitimacy
“Legitimacy” is widely used concept in social studies of medicine literature.?’ It’s often

brought up in connection to contested illness and used to indicate the reality, plausibility, and, in

20 Swoboda, “The Social Construction of Contested Illness Legitimacy”; Stephen Cole and Robert Lejeune, “Iliness
and the Legitimation of Failure,” American Sociological Review 37, no. 3 (1972): 347-56,
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turn, the sympathy afforded to sufferers of a particular condition. “Legitimacy” directly
illuminates the problematic dualism of biomedicine, clearly demarcating the line between
mechanistic understandings of disease and conditions which resist easy explanation with
biomedicine’s tools. As described by sociologist Simon Cohn, “the advance made by
biomedicine in certain areas has actually promoted the confusion in others; by demonstrating
effective knowledge over mechanical and infectious disorders, those that are neither appear
further stranded from any means of legitimisation.”?! Emily Lim Rogers shows how the social
values attached to (especially white working mothers’) economic productivity contributes in
large part to the illegitimacy of CFS.22

Sociologist Joanna Kempner describes the “legitimacy deficit” faced by migraine
researchers due to the association of migraine with female neurosis and its supposed lack of
biological basis.?* Physicians working on ME/CFS, too, face this legitimacy deficit, and I will
describe in chapter 5 how this deficit shaped the CDC’s disinterest in investigating the Lake
Tahoe outbreak to the extent that its local doctors and patients had hoped.

In this project I argue that legitimacy can apply not only to diseases, but to the structures

of medicine as well, and that the biomedical model is at risk of delegitimization when it fails to

https://doi.org/10.2307/2093473; Simon Cohn, “Taking Time to Smell the Roses: Accounts of People with Chronic
Fatigue Syndrome and Their Struggle for Legitimisation,” Anthropology & Medicine 6, no. 2 (August 1, 1999):
195-215, https://doi.org/10.1080/13648470.1999.9964583; Norma C. Ware, “Suffering and the Social Construction
of Illness: The Delegitimation of Illness Experience in Chronic Fatigue Syndrome,” Medical Anthropology
Quarterly 6, no. 4 (1992): 347-61, https://doi.org/10.1525/maq.1992.6.4.02a00030; “The Tired Hero and Her
(IDLegitimation: Reworking Parsons to Analyse Experiences of Burnout within the Dutch Employment System and
Lifeworld,” Social Science & Medicine 265 (November 1, 2020): 113471,
https://doi.org/10.1016/j.socscimed.2020.113471.

21 Cohn, “Taking Time to Smell the Roses,” 195.
2 Rogers, “Sick Work: Exhaustion, Labor, and the Invisibilization of ME/CFS.”

2 Joanna Kempner, Not Tonight: Migraine and the Politics of Gender and Health (Chicago: University of Chicago
Press, 2014).
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explain a disease and provide patients with treatment or care. This risk of delegitimization
shaped the conclusions investigators drew and in turn the legacies of each of these outbreaks.
The historical question is whether patients or biomedical science and practitioners are the ones
who bear the effects of this delegitimization.

The lens of legitimacy can be applied further back in history as well, of course. The
history of poliomyelitis offers several instructive lessons for how a disease can come to be seen
as highly legitimate. Polio was a feared public health threat at the cutting edge of scientific
research and clinical care, while also mobilizing the American public in fundraising efforts and
eventually mass vaccination campaigns. The social status of patients and the varying severity of
disease manifestations both contributed to the urgency of the scientific response and the public
fear and panic around the condition.

The US saw epidemics of poliomyelitis increasing in number and scope at the end of the
19 century, but it was not until the 1916 epidemic in New York City that it gained widespread
recognition in the medical and public health worlds and provoked widespread fear among the lay
public. Naomi Rogers demonstrates how the longstanding association of disease with
unhygienic, impoverished living conditions prevented epidemiologists in 1916 from adequately
recognizing polio’s scope.?* Middle and upper-middle class (often white) children from the
suburbs were more likely to fall ill and experience disability as a result, which shaped polio’s
public image because these kinds of children were freighted with symbolic meaning,
representing innocent victims and the future of the nation. This image in turn shaped polio’s

remarkable visibility.

24 Naomi Rogers, Dirt and Disease: Polio Before FDR (Rutgers University Press, 1992).
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When Franklin D. Roosevelt became paralyzed in 1921 following a bout of polio in his
30s, this increased the disease’s public profile immensely, while also kicking off major
philanthropic efforts that raised millions for scientific research and later vaccination efforts.
After visiting a medical spa at Warm Springs in Georgia, he felt convinced of the mineral
water’s healing abilities and eventually purchased the facility and started a foundation for polio
treatment there. Naomi Rogers shows how Roosevelt’s unwillingness to go against the Jim Crow
laws in Georgia at the time kept the facility segregated, where it served as an elite rehabilitation
center for white patrons and their white doctors, who were nonetheless cared for my many Black
staff members.?> Roosevelt also started the President’s Birthday Ball Commission, which later
morphed into the National Foundation for Infantile Paralysis, an organization which fundraised
among a broad swath of the public by requesting people mail in dimes to the fight against polio.
Those funds were then widely distributed among scientists researching polio, clinicians and
therapists treating it, and eventually the clinical trials for vaccines.?®

Major traction in the public health effort to understand polio came when a team led by
John Enders at Harvard first cultured polio virus in human tissue in 1949. Tissue culture
techniques enabled faster experiments compared to infecting live Rhesus macaques with
poliovirus. At the midcentury, these monkeys also had the be imported from India in complex

post-colonial arrangements, adding to the cost and perceived insecurity of the research on the

25 Naomi Rogers, “Race and the Politics of Polio,” American Journal of Public Health 97, no. 5 (May 2007): 784—
95, https://doi.org/10.2105/AJPH.2006.095406.

26 John R. (John Rodman) Paul, 4 History of Poliomyelitis, Yale Studies in the History of Science and Medicine 6
(New Haven: Yale University Press, 1971).
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part of American scientists and the National Foundation, as Tara Suri chronicles.?” The cost of
research using monkeys and the complexity of polio epidemiology, with many asymptomatic
infections, meant that the environmental framework for understanding the disease remained
important well into the reductionistic era of twentieth century biomedicine.?® A field study
among Alaskan Inuit in 1951 enabled John Paul of the Yale Poliomyelitis Study Unit to discover
that infection with polio conferred lifelong immunity, paving the way for the development of the
vaccine.

These scientific considerations mutually reinforced the legitimacy of poliomyelitis, as the
status of victims and fearsome nature of the disease inspired such dedicated scientific effort,
while these major payoffs to scientific research further cemented the condition’s association with
scientific progress. This is especially true after the vaccine was developed, first the killed virus
vaccine in Jonas Salk’s lab at the University of Pittsburgh in 1954 and in 1961, the oral polio
vaccine from Alfred Sabin’s lab at the University of Cincinnati.?® The oral Sabin vaccine would
be used in Eastern Bloc countries in a significant triumph of Cold War collaboration, in spite of
tension on both sides over the safety and efficacy of the two vaccines.3°

The afterlife of polio, as chronicled by disability historians like Daniel J. Wilson and
Dora Varga, is more ambiguous and shows both advances in disability rights in the United States

and the continued marginalization of disability in medical practice in the twentieth century. After

27 Tara Suri, “Between Simians and Cell Lines: Rhesus Monkeys, Polio Research, and the Geopolitics of Tissue
Culture (1934-1954),” Journal of the History of Biology 55, no. 1 (March 2022): 115-46,
https://doi.org/10.1007/s10739-022-09666-9.

28 Liza Piper, “Chesterfield Inlet, 1949, and the Ecology of Epidemic Polio,” Environmental History 20, no. 4
(October 2015): 671-98, https://doi.org/10.1093/envhis/emv101.

2 D. M. Horstmann, “The Poliomyelitis Story: A Scientific Hegira.,” The Yale Journal of Biology and Medicine 58,
no. 2 (1985): 79-90.

30 David M. Oshinsky, Polio: An American Story (Oxford: Oxford University Press, 2005).
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major vaccination campaigns helped stem the tide of new polio cases within the United States (as
well as in Hungary, as Vargha describes in Polio Across the Iron Curtain),’! those who had
survived polio and were disabled found themselves in a limbo, with less money flowing to
research and treatment of the long term effects of the virus.*? The history of polio was narrated as
a scientific triumph, often with less attention to experiences of patients or lingering challenges
they faced.

When post-polio syndrome was recognized in the 1970s—as patients who had recovered
but now, decades later, began experiencing debilitating weakness, fatigue, and pain—the initial
medical response viewed the problems as psychosomatic, in part because psychiatric symptoms
often accompanied these relapses in health.3 The previous legitimacy afforded to polio as a
disease and to polio patients helped post-polio syndrome retain some credibility even as it
resembled epidemic neuromyasthenia and chronic fatigue syndrome, with vague symptoms
lacking a clear cause. Eventually, motor neuron degeneration was posited and accepted as the
mechanism of post-polio syndrome, caused potentially by overuse of the new motor neurons that
grew to replace the ones damaged by the initial polio infection, chronic persistence of poliovirus,
or an immune response.>*

The social legitimacy afforded to polio, its survivors, and the scientists and doctors

working on it also enabled major twentieth century social transformations in the aftermath of

%1 Déra Vargha, Polio Across the Iron Curtain: Hungary’s Cold War with an Epidemic, Global Health Histories
(Cambridge: Cambridge University Press, 2018), https://doi.org/10.1017/9781108355421.

32 Daniel J. Wilson, Living with Polio: The Epidemic and Its Survivors, 1st ed. (Chicago: University of Chicago
Press, 2005).

33 Lauro S Halstead, “Post Polio Syndrome,” Scientific American, 1998; Marinos C. Dalakas, “The Post-Polio
Syndrome as an Evolved Clinical Entity,” Annals of the New York Academy of Sciences 753, no. 1 (May 1, 1995):
68-80, https://doi.org/10.1111/j.1749-6632.1995.tb27532 .

34 Halstead, “Post Polio Syndrome,” 45.
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polio epidemics. Drawing on their own experiences of becoming disabled after having polio,
historians like Daniel J. Wilson were influential in building the field of disability studies and
disability history, while activists like Judy Heumann were pivotal in passing landmark disability

rights legislation like the Americans with Disabilities Act in 1990.%

Outbreak as Method

In The Birth of the Clinic, Michel Foucault describes how epidemics are constructed
through multiple medical and scientific practices, understood through overlapping forms of
observation. “Being a collective phenomenon, [the epidemic] requires a multiple gaze; a unique
process, it must be described in terms of its special, accidental, unexpected qualities,” he writes.
The outbreak is not a physical object, yet it is described as such through multiple partial forms of
data and description, “it finds its own range only in the cross-checking of viewpoints, in
repeated, corrected information, which finally circumscribes, where gazes meet, the individual,
unique nucleus of these collective phenomena.”*® These Enlightenment era scientific conditions
for the study of epidemics as object created the archive I have drawn on to reconstruct these
strange outbreaks. Lacking certain expected features of disease outbreaks, they nonetheless held
the form of an outbreak coherently enough to inspire study and intervention from doctors and
epidemiologists, both locally and from the federal government or international foundations.

Foucault also describes the interconnection of the outbreak response and forms of

policing and surveillance: “A medicine of epidemics could exist only if supplemented by a

% Judith Heumann and Kristen Joiner, Being Heumann: An Unrepentant Memoir of a Disability Rights Activist
(Boston: Beacon Press, 2020); Wilson, Living with Polio: The Epidemic and Its Survivors.

% Michel Foucault, The Birth of the Clinic; an Archaeology of Medical Perception, [1st American ed.], World of
Man (New York: Pantheon Books, 1973), 25.
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police: to supervise the location of mines and cemeteries, to get as many corpses as possible
cremated instead of buried...and to prohibit unhealthy housing”; the ability of the state to police
society in the interest of public health enabled the ability to prevent emergent, intangible
phenomena like epidemics.?’

My intervention is twofold. First, I’'m looking at these outbreaks as the pre-history of
“contested illness.” Second, I’m looking beyond the outbreaks to ask what happened after,
particularly for the patients whose bodies constituted the outbreak.

Not only are outbreaks useful to the historian for leaving an archival trace, but they’re
also a topic of interest to the historical actors themselves, who were asking what it means for this
kind of vague condition to occur in epidemic form. If a syndrome is connected to an epidemic,
then the question of causality seems straightforward. In the debate over whether this kind of
syndrome is organic or psychological, one might think an outbreak would be definitive proof that
the condition is organic. But the existence of outbreaks has never been able to settle this
controversy, as the idea of a psychological outbreak has its own long history and has been
invoked to explain these outbreaks time and time again throughout the period I trace.3®

Outbreaks are also a fraught object to use to tell this story. The outbreak focus risks
privileging a narrow view of the event that portrays these syndromes as having a clear beginning

and end that can be traced by following the epidemic’s curve as cases rise and then taper off.

37 Foucault, 25.
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Historian Charles Rosenberg described this as the dramaturgical structure of outbreaks, an image
of the outbreak taking place on a stage until the curtain drops. He writes, “Epidemics start at a
moment in time, proceed on a stage limited in space and duration, follow a plot line of increasing
and revelatory tension, move to a crisis of individual and collective character, then drift toward
closure.”* Medical geographer Felicity Callard argues that histories of epidemics are often told
with the “logic proposed by the discipline of epidemiology itself.”4?

Rosenberg’s structure of outbreaks was not formulated for this kind of small mystery
epidemic—he was writing about plague and cholera outbreaks that were visited upon a city from
outside, easy to recognize, and already laden with social meaning—but the mystery outbreak has
its own dramaturgical structure. To stereotype a little, the logic of epidemiology, especially
applied or shoe leather epidemiology, entails the sudden recognition of a strange malady,
enlisting the help of the disease detectives (epidemiologists) who come out and study the
problem from every angle, until they identify the causative agent and or the disease’s mode of
spread, and the outbreak ends with the mystery solved.

This is certainly the view disseminated by famous twentieth century science writers like
Berton Roueche, writer of the Annals of Medicine series in the New Yorker, and Paul de Kruif,
writer of The Microbe Hunters. Roueche presented the work of epidemiology as a narrative
endeavor, and major twentieth century figures in the field like EIS founder Alexander Langmuir

agreed.*! In a preface to Roueche’s 1967 collection The Annals of Epidemiology, Langmuir

3 Charles E Rosenberg, “What Is an Epidemic? AIDS in Historical Perspective,” Daedalus (Cambridge, Mass.)
118, no. 2 (1989): 2.

40 Callard, “Epidemic Time,” 272.
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19



described how scientific observation created the circumstances for the narrative construction of
outbreaks, the narrative “represents the discovery and expression of the epidemic’s own logic.”*?

The narrow outbreak framing can obscure experiences of people (patients and medical
experts) dealing with the illness, often after the outbreak has slowed and the public health
response receded. In the case of these syndromes, the experience of illness lasted far beyond the
initial outbreak response for many victims, who dealt with a chronic, relapsing condition for
years after.

What are some ways of using outbreaks to tell this story without reproducing the
outbreak’s own plot? One way is narrating multiple outbreaks over time. Another influential
Rosenberg work, The Cholera Years, describes how New York city responded to three successive
cholera outbreaks in the 19" century, using each outbreak as a sampling technique to understand
how Americans society and medicine changed. Cholera epidemics, Rosenberg argues,
“represented a constant and...randomly recurring stimulus against which the varying reactions of
Americans could be judged.”® Looking across outbreaks enables Rosenberg to ask about the
legacy of these life-changing events, but he focuses on what the outbreak reveals about the social
circumstances it takes place within, rather than in telling the story of an outbreak for the sake of
narration or capturing the experience of patienthood.

As each of the outbreaks in my dissertation saw a decisive public health response, media

commentary, and patient experiences of disability, I can attempt the kind of “sampling

42 Wald, Contagious, 24; Berton Roueché and Alexander Langmuir, “Preface,” in Annals of Epidemiology, [1st ed.]
(Boston: Little, Brown, 1967).
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technique” comparison Rosenberg does. Across these outbreaks, I ask how experts and lay
people respond to a disease with vague symptoms that seems viral but cannot be proven so.

Disability historians have shown that the history of epidemics can be told long after
outbreaks end. Catherine Kudlick describes the lives of 19" century French smallpox survivors
who became blind from the disease, focusing not on the deadly toll of the epidemic but on the
experiences of those who survived. “Rosenberg’s final act of the epidemic drama would be less
anticlimactic if disabled actors were allowed on the stage,” she writes wryly.* The term
“survivor,” she also notes, carries a much more positive and hopeful resonance than another
commonly used term to describe one affected with an epidemic disease, “victim.” A disability
history of epidemics not only centers disabled people alongside epidemics which have
historically been a major driver of disability but also enables the same kind of social and political
analysis as Rosenberg’s sampling device, as the aftereffects of epidemics leave their own trail of
sources for historians to use.

Dora Vargha’s work on polio in Hungary similarly expands the temporality of outbreaks
by focusing on disability.*> She describes how survivors struggled to access care after
widespread vaccination, because the country saw their early success as part of the ideological
battle between communism and capitalism during the Cold War. This triumphal narrative meant
leaving polio in the past, and care for its victims fell on the lower status profession of physical

therapy, after pediatrics and virology moved on.
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Another lens on these historical outbreaks is the history of outbreak response
infrastructure in the United States. In The Government of Emergency, Lakoff and Collier identify
the 1950s as a tipping point for government response to emergencies.*® The preceding decades
had seen emergencies from the Great Depression, World War II, and then the Cold War which
brought about increasing government involvement in the form of laws, war mobilization and
manufacturing, and even attempts at domestic social engineering to maintain calm in the Cold
War. Thus, at the beginning of this story the US government’s involvement was sending
essentially an observer from the USPHS to help the local, state, and private philanthropic players
attempting to stop the outbreak. That was in 1930s Los Angeles at the “atypical polio” outbreak
in the County General Hospital. By the late 1940s and the next famous outbreak, international
health was at its peak and the Rockefeller Foundation could attempt to make sense of the
outbreak without any US government involvement. In the 1950s, public health infrastructure was
now fully formed for the “government of emergency.”

Over the roughly fifty-year history this dissertation follows, the changing approach the
US public health system took to epidemic disease outbreaks can be seen in how each outbreak
was apprehended, and how outbreaks were interpreted in their aftermath, when no clear answers
materialized to explain the disease. Epidemiology itself transformed over this period, from a
developing science eager to prove its utility for public health, to a major weapon in the Cold War
arsenal of national defense, to a sophisticated, if politically weak science of modeling, using

mathematics to understand the connections between conditions and symptoms without

46 Andrew Lakoff and Stephen J Collier, The Government of Emergency : Vital Systems, Expertise, and the Politics
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questioning the forces which create sickness in the first place.*’ Epidemiological knowledge has
at times validated these conditions, casting outbreaks as infectious threats, and at times debunked

them, casting them as psychiatric pseudo-epidemics.

Iliness and Social Status

Front and center in popular understandings and discourse around conditions like chronic
Lyme disease, fibromyalgia, and especially chronic fatigue syndrome is the perception of a
white, upper middle class, female patient profile. In recent activism, exactly these people are the
most visible. This also describes most patients in past outbreaks. However, the reasons for this
are historical and not biological or psychological. More than some pathology of privilege,
cultural anxieties about women and labor structured responses to outbreaks in increasingly overt
ways over this period, until the 1980s explosion of chronic fatigue syndrome when gender and
class were placed at the center of the public discourse about the condition.

Race functioned as an unmarked category in some of this history and conversely
sometimes figured overtly in the discourse around these outbreaks. This tracks with scholar Ruth
Frankenberg’s assertion that “whiteness is in a continual state of being dressed and undressed, of
marking and cloaking.”*® While in some of these outbreaks, patients were simply “patients,” or
“nurses” and Black nurses on the same hospital campus or Black residents of the same town

were simply noted be unaffected in the outbreak or affected at far lower rats, in others the
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patients’ very whiteness seemed to legitimate their strange disease and some medical
commentators remarked on the preponderance of outbreaks in “civilized” parts of the world.

It’s difficult to say if the Black people living and working near these outbreaks were truly
unaffected, if their medical complaints were ignored, or if they chose to avoid medical attention
because they expected racist treatment from the almost universally white doctors and
epidemiologists responding to outbreaks.*’ Claims of medical difference along the lines of race
shaped medical practice in the twentieth century US, though these went unarticulated in the
published and—as far as [ saw—archival material on these outbreaks. Following Ann Laura
Stoler’s idea or reading “along the archival grain” prompts me to ask how medical and
epidemiological “attentions were trained and selectively cast” to write race out of infectious
disease outbreak responses.>®

These outbreaks also took place at moments of change for women’s working conditions,
first the “great transformation” in American nursing during the Depression, as domestic nursing
jobs dried up and young (often working class) women seeking professional employment
increasingly worked in hospitals as trainee nurses for low pay over long hours. The burden of
this employment, particularly during epidemic episodes that inundated hospitals beyond their
capacities and the attendant fear and uncertainty outbreaks prompted, was discussed in
sympathetic news reports, if not the medical and epidemiological reports of those outbreaks.

Next, during World War II middle class white women entered the US labor force in droves,

49 Black and white are the only racial designations specified in the outbreaks within this dissertation, and in several,
no discussion of race appeared in the official medical reports coming out of the outbreak.

50 Ann Laura Stoler, Along the Archival Grain: Epistemic Anxieties and Colonial Common Sense (Princeton:
Princeton University Press, 2009), 1.

24



prompting cultural anxieties about the double shift—first in the factory, then in the home—
which they had to work.”!

Obviously, the connection between race, class, and gender cannot easily be pulled apart,
yet gender and sex, in light of recent medical knowledge, appears to occupy a more liminal
position. Unlike race and class, which were associated with pathology because of societal bias
and the structures of scientific knowledge but have no biological underpinnings, rather biological
effects resulting from bias, sex does have a biological basis that medicine and health activists are
only recently beginning to consider outside of an essentialist framework. That essentialist
framework, to recount a long history briefly, initially considered female bodies through their
reproductive capabilities, seeing pathology as directly tied to reproduction.’? In the twentieth
century, women/their female bodies were thought to be more susceptible to anxiety and neurosis,
so many unexplained health problems were filtered through this lens, while much of the growing
field of scientific medicine excluded women from research because of the female body’s
perceived dynamism (hormonal cycles and pregnancy). This meant things like cancer or heart
attacks were understood only through male bodies, and women were thought of as “small men”
for things like drug dosage.>* The second wave feminist movement and feminist critiques of
science were conscious of this history of biological essentialism and sought health justice on

social grounds, arguing that women’s health problems could be explained through social factors
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like ignorance and bias. A more recent point of view considers that while female sex does not
map neatly onto a social category of womanhood, the preponderance of women affected by
autoimmune diseases and contested illnesses like chronic fatigue syndrome and chronic Lyme
disease might be due to certain sex differences in hormones and immune responses.>* This
discussion carried into the COVID-19 pandemic, where social and biological factors were
debated to explain why men had greater mortality from COVID.>

Such recent advances in considering the role of sex in disease might call into question
characterizations of these outbreaks’ patients as simply neurotic women, as they were sometimes
seen within their mid-twentieth century medical frameworks. Without reading any presentist
biological conclusions into these outbreaks, I remain credulous that medical and public health
observers were on to something when they concluded that although many of these outbreaks had
a whiff of hysteria to them, hysteria did not seem to be entirely responsible for every single

case.>® Some of these patients, in other words, may have had some sort of organic pathology.

54 See Dumes, Divided Bodies., page 114-125 for a discussion of the complex interplay of sex and gender in chronic
Lyme disease, where patients and practitioners slip between biological and social accounts of the gender imbalance
in chronic Lyme, citing norms of toughness (men complain more, women tough it out, mens’ pain is taken more
seriously in medical settings) and possible sex differences in everything from hairiness deterring ticks from biting to
differences in CO, metabolism.

55 Garima Sharma, Annabelle Santos Volgman, and Erin D. Michos, “Sex Differences in Mortality From COVID-19
Pandemic: Are Men Vulnerable and Women Protected?,” JACC. Case Reports 2, no. 9 (2020): 1407-10,
https://doi.org/10.1016/j.jaccas.2020.04.027.

% “It is quite understandable that a neurologist seeing these patients with their bizarre jumble of neurological signs
and emotional disturbance is likely to diagnose hysteria. Indeed the hysterical nature of certain features in the
clinical manifestation is obvious. Nevertheless it constitutes a grave injustice to diagnose hysteria in these cases
without recognising that the condition is organically determined,” in A.Melvin Ramsay, “Encephalomyelitis in
North West London: An Endemic Infection Simulating Poliomyelitis and Hysteria,” The Lancet (British Edition)
270, no. 7007 (1957): 1199, https://doi.org/10.1016/S0140-6736(57)90163-0.; ““...during an epidemic of this
magnitude and nature it is to be expected that hysterical symptoms be observed, either alone or in conjunction with
genuine symptoms of the epidemic disease...but we feel the clinical picture as presented here is not grossly distorted
or confused by such symptoms or complaints.” in Bjorn Sigurdsson et al., “A Disease Epidemic in Iceland
Simulating Poliomyelitis,” American Journal of Epidemiology 52, no. 2 (September 1, 1950): 231,
https://doi.org/10.1093/oxfordjournals.aje.al 19421.
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Social Construction, Disease Multiple, Framing Disease

This dissertation also asks how theoretical formulations like enactment or “disease
multiple,” social construction, and “framing” disease might help explain the history of epidemic
neuromyasthenia.

In coining the term “framing disease” in an anthology of the same name, Charles
Rosenberg said that “framing” was a less “programmatically charged metaphor” than
construction. He argued that “social construction”—in addition to being tautological because “in
some ways disease does not exist until we have agreed it does, by perceiving, naming, and
responding to it”—focuses too much on the arbitrariness of disease definition, comes out of a
tradition of relativism and skepticism of knowledge claims, and had tended to focus narrowly on
diseases without a clear biological basis and outsized cultural resonance like hysteria and
neurasthenia.®’” This is the programmatic charge Rosenberg referred to, and framing is thus a
more capacious metaphor, involving biology in all the ways it shapes disease course. AIDS, as
Rosenberg described extensively elsewhere, is irreducibly biological and social. The long latent
period of the virus after infection, for example, enabled groups like ACT-UP to form and carry
out transformational activism while HIV-positive people were still healthy and feeling the
urgency of the one-time deadly diagnosis.>®

Construction, even more “programmatically charged,” also would seem a more radical

metaphor; if a scientific object is constructed, human hands were instrumental and essential to its

57 Charles E. Rosenberg, Janet Golden, and Steven J. Peitzman, “Framing Disease,” Hospital Practice 27, no. 7
(July 15, 1992): 179-80, https://doi.org/10.1080/21548331.1992.11705460.

%8 Rosenberg, “What Is an Epidemic?”
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creation. Philosopher of science Ian Hacking, who seems to agree with Rosenberg and declares
social construction “both obscure and overused,” identifies three components of social
constructionist accounts. X (being the socially constructed object in the account, e.g. gender) is
not inevitable in its current form, X is bad, and X should be thrown out or radically altered. All
three claims are not necessary, but people using the idea of social construction may do so with
the intention of critique and change, Hacking demonstrates.*®

Social construction arguments about disease can call into question the reality of disease
entities, as in the tradition of Anti-psychiatry, which argues mental illnesses do not exist and
diagnostic labels are just a way of dealing with natural human variation, often to punish and
institutionalize individuals. Social constructionist accounts of hysteria or neurasthenia to some
extent do reduce the conditions to symbols of their cultural moment, as Rosenberg points out—
hysteria symbolizes the pathologization of women, neurasthenia was the embodiment of cultural
anxieties about American industrial modernity.®

I diverge from social constructionist accounts of chronic fatigue syndrome like Elaine
Showalter’s Hystories which emphasize the social elements of the condition at the expense of an
analysis of the biological and epidemiological factors of interest to historical actors.®! Showalter
uses social construction to attempt to reveal that there is nothing “underneath” discourses about

chronic fatigue syndrome or Gulf War Illness—the commonality of the discourses across time

% Jan Hacking, The Social Construction of What? (Cambridge, Mass: Harvard University Press, 1999), 6-7.

80 See, for example Mark S. Micale, Approaching Hysteria: Disease and Its Interpretations, Princeton Legacy
Library 5250 (Princeton, NJ: Princeton University Press, 2019); Susan E. Abbey and Paul E. Garfinkel,
“Neurasthenia and Chronic Fatigue Syndrome: The Role of Culture in the Making of a Diagnosis,” American
Journal of Psychiatry 148, no. 12 (December 1991): 1638—46, https://doi.org/10.1176/ajp.148.12.1638.

5! Elaine Showalter, Hystories: Hysterical Epidemics and Modern Media, Pbk. ed. [with a new preface]. (New York:
Columbia University Press, 1997).
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and their apparent link to moments of political tension reveals the primacy of social forces in
creating these “panics.”

This account of epidemic neuromyasthenia aims to avoid this characterization by
examining and taking seriously the medical knowledge produced about the condition. I agree
with Rosenberg that demonstrating the sociocultural situatedness of epidemic neuromyasthenia
would be tautological and follow his framing metaphor in examining the medical practice,
varying political contexts, and psychological theories with which the disease was necessarily
enmeshed.

Epidemic neuromyasthenia was shaped by these contexts but existed as an entity beyond
them in the occasional, partial, and suggestive physical information gleaned by scientists and
doctors from patients’ bodies and reports. For example, the backdrop of viral threats like
poliomyelitis and HIV/AIDS represent social mores and fears, but they also represent new ways
of understanding the disease landscape, as scientists recognized other polio-like viruses with
peculiar epidemiological relationships to poliomyelitis or questioned the role of Epstein-Barr
virus in producing new forms of sickness. Immunological studies after one epidemic
neuromyasthenia outbreak suggested the condition was, like the newly discovered ECHO and
Coxsackie viruses, epidemiologically connected to poliomyelitis by an obscure mechanism, for
example.

Annemarie Mol developed the concept of ontological politics and “disease multiple”
through ethnographic study of medical care, attending to the conditions through which disease is
understood and acted upon. Mol argues that reality “is done and enacted rather than observed”;
not a world of hidden essences which the tools of science and medicine uncover but rather

possibilities that are performed, and—crucially, where “politics” comes in—chosen. Mol attends
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to the tools that help to enact different versions of the object, creating multiple ontologies; this is
where I will focus my attention as well.®? Throughout this work, I contrast the ways clinical
medicine, epidemiology, and pathology have understood and studied epidemic neuromyasthenia.
These different enactments create an “epidemic neuromyasthenia multiple” the way Mol shows
for “atherosclerosis multiple.” These are not collapsible into one another in clinical practice, Mol
shows, but they must be collapsed into the form of the outbreak report. Examining patient’s
reports and moments of clinical care helps us see where the official, published knowledge of the

condition differs from the day-to-day life of how patients have lived it.

Finally, I will discuss some “transnational junctures”®® between American and British
medicine in this history because their medical communities were often in conversation, with
doctors writing into the New England Journal of Medicine, the Lancet, and the British Medical
Journal to debate the meaning of epidemic neuromyasthenia and myalgic encephalomyelitis (the
latter name was more popular in the UK). Beyond the scope of this project, but a crucial topic, is
a larger discussion of the role of nationality. Not only do different countries approach these
conditions differently, but their ambiguity and liminality mean they do not even exist in every

national healthcare context.®* The US and the UK both have a history of these outbreaks and

52 Annemarie Mol, The Body Multiple:Ontology in Medical Practice, E-Duke Books Scholarly Collection (Durham:
Duke University Press, 2002); Annemarie Mol, “Ontological Politics. A Word and Some Questions,” The
Sociological Review 47, no. 1_suppl (1999): 74-89.

8 This formulation is inspired by the highly connected history of neurology between the UK and the US, as
described in Stephen T. Casper, “Atlantic Conjunctures in Anglo-American Neurology: Lewis H. Weed and Johns
Hopkins Neurology, 1917-1942,” Bulletin of the History of Medicine 82, no. 3 (2008): 646—71.

54 “In Brazil, although unexplained fatigue as formulated by the Western medical community indeed does occur, ‘it
is not sanctioned as a medical condition worthy of medical treatment, sick leave or sickness benefit, and it may be
more likely to be considered as part of everyday adversity and less likely to be recognised as a medical disorder’.” In
Hyong Jin Cho et al., “Authors’ Reply to ‘Diagnosing Chronic Fatigue Syndrome’ | The British Journal of
Psychiatry,” Cambridge Core, accessed August 12, 2024, https://doi.org/10.1192/bjp.195.4.369b. quoting Cho HJ,
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slightly diverging approaches to them. Although initially recognized in tandem in the middle
decades of the twentieth century, the outbreaks had diverging trajectories which can be seen in
two prominent names given to them: epidemic neuromyasthenia in America and benign myalgic
encephalomyelitis in the UK. Myalgic encephalomyelitis (ME) is still used in the longer, official
name of chronic fatigue syndrome (myalgic encephalomyelitis/chronic fatigue syndrome or
ME/CES). In the UK people still more commonly talk of “ME” rather than “chronic fatigue
syndrome.” The UK has a much stronger history of psychologization of the condition too; the
influential article “reevaluating” myalgic encephalomyelitis outbreaks and concluding they were
probably epidemic hysteria came from two British psychiatrists.

In this dissertation, I use the term epidemic neuromyasthenia for the historical entity in
outbreaks because it is the American name and I analyze (mostly) American outbreaks, the term
chronic fatigue syndrome for the new name given to the syndrome in the 1980s, and the term

ME/CEFS to discuss contemporary discussions and debates over the syndrome and its history.

Dissertation Structure

Chapter 1 describes an outbreak centered on a hospital in Los Angeles in 1934. That
summer, an epidemic of poliomyelitis took place across Los Angeles County. All cases
countywide were funneled into the Los Angeles County General Hospital and soon another
outbreak seemed to arise among the hospital’s employees, particularly the nurses. Doctors

initially treated them as polio patients, but certain features of the disease were different enough

Menezes PR, Hotopf M, Bhugra D, Wessely S. Comparative epidemiology of chronic fatigue syndrome in Brazilian
and British primary care: prevalence and recognition. Br J Psychiatry 2009; 194: 117-22.

8 Colin P. McEvedy and A. W. Beard, “Royal Free Epidemic of 1955: A Reconsideration,” British Medical Journal
1, no. 5687 (1970): 7-11, https://doi.org/10.1136/bm;j.1.5687.7.
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to suggest another disease entirely. The nurses had the flulike symptoms one might expect with
polio but also psychiatric symptoms like depression and even psychosis. None died from the
strange condition, but they were often sick and disabled for months or even years afterward. The
psychiatric aspects of the condition might have immediately prompted a diagnosis of hysteria,
but the epidemic of encephalitis lethargica (also called sleeping sickness) a decade prior certainly
shaped the neurological knowledge brought to bear on this outbreak, as EL was undeniably both
psychiatric and organic in its manifestation.®® An epidemiologist from the US Public Health
Service and a group of polio experts from the Yale Poliomyelitis Study Group all traveled to
California during the outbreak, but the scientists could not either isolate a pathogen or rule out
polio as the cause of the outbreak. At this point in polio history, that failure reflected more on the
limited diagnostic capabilities of the era than on the outbreak itself, a fact that scientists at the
time were aware of. I argue that poliomyelitis, its fearsome reputation, and the acknowledged
ignorance of the medical community about it, provided a template of legitimacy and coherence
to the otherwise baffling outbreak.

Chapter 2 leaves the domestic American context to examine an episode of US history
abroad. In Akureyri, a city in the North of Iceland, in the winter of 1948 and 49 a boarding
school and then the wider community experienced an outbreak described as “resembling” or
“simulating” polio, which shared many similarities with the Los Angeles outbreak from thirteen
years prior. This time, Icelandic doctors and public health scientists enlisted the help of the
Rockefeller Foundation, a major international health organization, to use the epidemic as a

springboard for a virus diagnostic and epidemiology lab in Iceland. This time, the geographic

% Paul Foley, “The Encephalitis Lethargica Patient as a Window on the Soul,” in The Neurological Patient in
History, ed. Stephen Casper and L. Stephen Jacyna (University of Rochester Press, 2012), 184-211.
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remoteness of Iceland thwarted attempts to isolate a virus but scientists still had faith it was
possible, in theory. The RF’s involvement with Iceland make the Akureyri outbreak an example
of United States history beyond US borders, in conversation with international health scholarship
on the Rockefeller Foundation, the Spanish-American War, and US colonialism in the
Philippines.®’ The outbreak was also a point of convergence for some of the experts involved
with the Los Angeles outbreak. Richard Taylor, the IHD officer sent to Iceland after the outbreak,
corresponded with Yale’s John Paul about sending biological samples to New Haven for testing. I
argue that a nexus of factors around Iceland itself, rather than poliomyelitis as in Los Angeles,
provided the glue to hold “Iceland disease” together. The countries citizenry and health
infrastructure were seen as an ideal field laboratory for viral epidemics, with the recent outbreak
proof that the nation could be epidemiologically interesting, with new forms of polio or other
central nervous system viruses circulating.

The Rockefeller Foundation’s influence helped publicize that outbreak, such that similar
new outbreaks were labeled Iceland disease, two of which I analyze in chapter 3. In the 1950s
two notable outbreaks took place among the staff of a DC area psychiatric hospital and in Punta
Gorda, Florida, amongst the community and local hospital workers. These were investigated,
respectively, by the National Institute of Health’s microbiological institute and the CDC’s
Epidemic Intelligence Service. While initially reported as “Iceland disease,” an NIH scientist
soon coined a new name, epidemic neuromyasthenia, to describe the syndrome’s neurological

features and muscular weakness. This outbreak received coverage in the New Yorker s famous

7 See Anne-Emanuelle Birn and Elizabeth Fee, “The Rockefeller Foundation and the International Health Agenda,”
The Lancet 381, no. 9878 (May 11, 2013): 1618—19, https://doi.org/10.1016/S0140-6736(13)61013-2; Warwick
Anderson, Colonial Pathologies: American Tropical Medicine, Race, and Hygiene in the Philippines (Durham:
Duke University Press, 2006); Catherine Mark and José G. Rigau-Pérez, “The World’s First Immunization
Campaign: The Spanish Smallpox Vaccine Expedition, 1803—1813,” Bulletin of the History of Medicine 83, no. 1
(2009): 63-94, https://doi.org/10.1353/bhm.0.0173.
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Annals of Medicine column from Berton Roueche, in an article titled “In the Bughouse,” a
double entendre highlighting the search for a virus and the suspicion that the disease might be
hysteria.®® Roueche was a major science popularizer, using his Annals of Medicine series in the
New Yorker to introduce its audiences to “shoe leather” epidemiology. I argue that the context of
epidemic intelligence, wherein Cold War concerns motivated the development of an epidemic
surveillance network, helped elevate the profile and maintain the legitimacy of epidemic
neuromyasthenia outbreaks at this time, while the detective genre which Roueche was famous
for could only leave the disease a medical mystery, helping create the conditions for its loss of
legitimacy in the coming years.

Chapter 4 zooms out from the specific outbreak structure of the previous chapters.
Outbreaks did not cease in the 1960s and 70s but they failed to attract as much public health
attention. There are short write-ups in the medical press, some of which received newspaper
coverage, but with less cross-specialty discourse and fewer attempts at interpreting the
syndrome. Various scientific advances since the 1950s meant testing for viruses became easier,
and of course polio vaccination was introduced in the 1950s, and so poliomyelitis was no longer
a frame of reference for infectious-seeming outbreaks. Eventually, when a virus could not be
identified in an outbreak, the possibility that investigators were not dealing with a viral disease
seemed more likely than blaming the potential limitations of their own capabilities. In the 1970’s

two British psychiatrists presented an influential argument that these outbreaks could be more

% Berton Roueché, “In the Bughouse,” The New Yorker, November 19, 1965.
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simply explained as epidemic hysteria. It seemed to give voice to ideas that skeptical medical
observers had held all along.®

Although Chapter 5 describes a specific outbreak, its broader focus is how epidemic
neuromyasthenia went from a disease of local outbreaks to a contested illness diagnosed widely
across the country, enrolled in patient activism and facing widespread medical disbelief. In the
1980s when residents of the upscale resort community of Incline Village, Nevada, began visiting
their local internists complaining of fatigue, memory problems, and ongoing flu symptoms, the
CDC was again called in. Now they were armed with considerable skepticism that they could
ever identify a virus responsible for the outbreak. Polio was out, having been eradicated in the
US since 1979. Epstein-Barr virus, known to cause mononucleosis, was considered but
ultimately had to be ruled out. Nevertheless, the Epstein-Barr theory had legs far beyond the
local outbreak, and a national conversation took off. The CDC epidemiologists eventually
labeled the syndrome ““chronic fatigue syndrome,” a name that highlighted subjective symptoms
while remaining neutral about causality. I argue that this new national prominence meant chronic
fatigue syndrome could not achieve the tenuous legitimacy that previous outbreaks held, as an
explosion of interest meant people were diagnosed with the condition outside the tightly bounded
context of outbreaks. The clinical picture of the disease became overly broad when many people
were diagnosed with CFS who would not have been considered cases within an outbreak.

The conclusion returns to the source of many questions animating this project: long
COVID in 2020. Tracing long COVID’s emergence in the early months of the pandemic, I ask

what is new and what is inherited from the history of epidemic neuromyasthenia and ME/CFS. It

% McEvedy and Beard, “Royal Free Epidemic of 1955”; C. P. McEvedy and A. W. Beard, “Concept of Benign
Myalgic Encephalomyelitis,” BMJ 1, no. 5687 (January 3, 1970): 11-15, https://doi.org/10.1136/bm;j.1.5687.11.
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remains to be seen whether a unified theory of long COVID will emerge from the clinical and
public health investigations currently underway in the United States and elsewhere. Long
COVID reveals a cyclical aspect of this history—its present situation is shaped by past failures in
understanding epidemic neuromyasthenia and chronic fatigue syndrome, while the present
mainstream acceptance of long COVID and its clearer connection to SARS-CoV-2 sheds new

light on the past and suggests new explanations for the mysteries of past outbreaks.

Chronic fatigue syndrome was made synonymous with epidemic neuromyasthenia early
on by figures like the CDC epidemiologist Donald Henderson, but this historical connection is
fraught, as many patients and their advocates have sought to use it to illustrate the persistence of
a common disease entity, while skeptical observers favoring a psychosocial explanation for the
syndrome point to how the social context of each outbreak shaped patient and medical action.
The ambiguity of this historical evidence offers no easy answers about the nature of contested
illness. Rather, it highlights how the conditions of knowledge shape the ways in which we
(differently) understand disease. In examining these outbreaks, the public health response, and
how patients in different eras responded, this dissertation traces how these conditions went from
novel public health threats to marginal and stigmatized, then back to a novel public health threat

once again with long COVID.
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Chapter 1: Los Angeles, 1934, A “Queer” Polio Epidemic

It is May 1934. The Los Angeles County General Hospital has just moved into its
imposing new art deco style building in Boyle Heights, a densely populated neighborhood home
to Mexican, Japanese, and Russian communities on the Eastside.”® The hospital has been in
operation since 1879, holding affiliations with several medical schools and serving a broad
swath of the county’s population. The hospital campus is occupied by two institutions, the County
Hospital and the much smaller County Osteopathic Hospital, whose patients are cared for by
alternative practitioners. The hospital campus also houses 516 nurses in racially segregated
cottages, along with 160 physicians and 125 “others,” which includes physical therapists and
kitchen workers.”!

Since last winter hospital staff have noticed an increase in sporadic cases of
poliomyelitis, the poorly understood and frightening disease now intimately associated with
Franklin D. Roosevelt. The first of the President s Birthday Balls has just taken place in January
this year, with 600 separate fund-raising parties supporting the Warm Springs Foundation for
polio treatment and research.” At the beginning of the outbreak it was decided (presumably by

the Health Department) to hospitalize all poliomyelitis patients from the city and county at the

7® The reader may picture the building from General Hospital, as Los Angeles County General was used as an
establishing shot throughout the television series.

" A. G. Gilliam, “Epidemiological Study of an Epidemic: Diagnosed as Poliomyelitis, Occurring among the
Personnel of the Los Angeles County General Hospital during the Summer of 1934, Public Health Bulletin 204
(April 1938). In her comprehensive history of the Los Angeles County Hospital, Helen Eastman Martin writes that
“between 1911 and 1919, a long struggle ensued over the admission of black students in the nursing school.” Black
students were finally admitted in 1919, and four Black nurses graduated in 1922.

72 Paul, A History of Poliomyelitis, 305.
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General Hospital.”® Now, in the middle of May, the hospital staff see an upswing of polio cases
“terrifying in its rapidity. "™

By mid-summer, suspected cases are pouring into the hospital at an average rate of 103
cases admitted per day. In the hospital’s wide front court off State Street, patients lie in stretchers
and in their own cars while they wait to be admitted to the communicable disease unit. “Doctors,
nurses, orderlies, maids, ambulance drivers” all bustle around them, working overtime in
twenty-four and even forty-eight-hour shifts without reprieve.”> Though the new hospital building
has opened in the nick of time, lending dozens of new wards in which to place the communicable
disease patients, the pace of work proves disastrous for many of the staff—198 fall ill with
suspected polio and are admitted themselves to County General.”®

In early June, local health officer George Parrish writes to Simon Flexner, the eminent
polio researcher at the Rockefeller Institute in New York City, asking for experts to be dispatched
to study the epidemic and help alleviate it. Flexner passes on the message to his colleague Leslie
Webster, as Flexner and Webster have bred a bacteria- and virus-susceptible mouse colony for

modeling epidemics, which was recently used to isolate a causative agent during the epidemic of

encephalitis in St. Louis.”” Webster and two colleagues from the Yale University Poliomyelitis

73], F. Kessel, A. S. Hoyt, and R. T. Fisk, “Use of Serum and the Routine and Experimental Laboratory Findings in
the 1934 Poliomyelitis Epidemic,” American Journal of Public Health and the Nation’s Health 24, no. 12 (1934):
1215-23, https://doi.org/10.2105/AJPH.24.12.1215.

74 George M. Stevens, “The 1934 Epidemic of Poliomyelitis in Southern California,” American Journal of Public
Health and the Nations Health 24, no. 12 (December 1934): 1213, https://doi.org/10.2105/AJPH.24.12.1213.

7% Stevens, 1214.
78 Gilliam, “Epidemiological Study of an Epidemic,” 65.

77 Paul, A History of Poliomyelitis, 213.

38



Study Unit catch a train from New York to Los Angeles, with mice and some seventy five monkeys
in tow.”

On June 25, James P. Leake, the medical director of the United States Public Health
Service, and his assistant, Dr. Alexander G. Gilliam, arrive at the hospital to carry out an
epidemiological study.

By the time the men are on the scene, doubt has been cast on whether this outbreak
genuinely is polio, some other viral illness, or even fear of the dreaded disease blown all out of
proportion, manufacturing an epidemic of hysteria out of a few proven poliomyelitis cases.

79 at the Los Angeles

In this chapter I examine the outbreak “diagnosed as poliomyelitis
County General Hospital for what it reveals about nonspecific illness, the experience of complex,
chronic disease, and epidemiological attempts to understand and ameliorate these problems in
1930s US medicine. This first outbreak of a mystery illness linked to polio (and later chronic
fatigue syndrome) opens a window onto this point in time for clinical and public health science,
as well as patient experiences and responses. Biomedicine and public health science and practice
of the 1930s informed how the epidemic was seen as an object of scientific study and medical
response, on the one hand, and as an event in the community and for the epidemic’s victims, on
the other. Also shaping the response of epidemic victims were changing structures of healthcare
delivery and health insurance, and assumptions about the role of the psyche in disease.

The epidemic also reveals an early instance of contestation over disease, prior to the

historiographic advent of contested illness in the 1980s. The hospital outbreak reveals the

78 Paul, 216.

79 This quotation comes from the title of Gilliam’s report. Gilliam, “Epidemiological Study of an Epidemic.”
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function of “legitimacy” in responding to a disease, an epidemic, and its patients. “Legitimacy’
is a bread-and-butter concept in social studies of medicine literature.®® It’s often brought up in
connection to contested illness and used to indicate the reality, plausibility, and, in turn, the
sympathy afforded to sufferers of a particular condition. “Legitimacy” directly illuminates the
problematic dualism of biomedicine, clearly demarcating the line between mechanistic
understandings of disease and conditions which resist easy explanation with biomedicine’s tools.
I argue that legitimacy can apply not only to diseases, but to the structures of medicine as well,
and that the biomedical model is at risk of delegitimization when it fails to explain a disease and
provide patients with treatment or care. The historical question is whether patients or biomedical
science and its practitioners are the ones who bear the effects of this delegitimization.

Few scholars have examined this episode. Renowned polio researcher John R. Paul
devotes a chapter of his History of Poliomyelitis to the outbreak as an example of certain odd
historical polio epidemics. The epidemic has also been described by historian and physician
Robert Aronowitz as an instance of social, nonbiological factors shaping how a disease is
understood and labeled by stakeholders including doctors, patients, and public health officials.?!
Epidemiological knowledge at the time, Aronowitz argues, held that polio outbreaks waxed and
waned in severity on a two-to-four-year cycle, setting up expectations for a major epidemic in
1934. This put doctors and county health offices on high alert, apparently making diagnoses of

equivocal cases more likely and priming hospitals to handle the expected influx of patients. I do

8 Swoboda, “The Social Construction of Contested Illness Legitimacy”; Cole and Lejeune, “Illness and the
Legitimation of Failure”; Cohn, “Taking Time to Smell the Roses”; Ware, “Suffering and the Social Construction of
Illness”; “The Tired Hero and Her (Il)Legitimation.”

8 Janet Lynne Golden, Charles E. Rosenberg, and Francis Clark Wood Institute for the History of Medicine,

Framing Disease: Studies in Cultural History, Health and Medicine in American Society (New Brunswick, NJ:
Rutgers University Press, 1992).
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not wish to refute Aronowitz’s characterization, and like him I want to avoid the “real or unreal”
binary that clings to these outbreaks. Rather, I will demonstrate the way epidemiological
knowledge enacted the disease entity—distinct from clinical knowledge—in this subsequent
epidemics.?? The outbreak has also featured in discussions on the history of chronic fatigue
syndrome, showing, as geographer Felicity Callard has argued, either the place of ME/CFS
within the history of infectious disease epidemics, possibly with a coherent biological basis
across time, or alternatively placing ME/CFS within the history of hysteria, as there is still
widespread contestation over the etiology, pathophysiology, diagnosis, and treatment of
ME/CFS. Callard is using discussions of ME/CFS’s history (its historiography, as she would put
it) to analyze how long COVID has impacted historians’ and social scientists’ thinking about
epidemics, their temporality, and whose perspective is enshrined in our analyses of them.
Building on Callard’s important synchronic insights, I intend to analyze the 1934 epidemic on its

own terms and as an episode in the history of nonspecific syndromes in public health.

Epidemic as Object
The main epidemiological source for the outbreak is Alexander Gilliam’s investigation
for the Public Health Service, undertaken during and after the outbreak and finally published

four years after it began, in 1938. The report in the Public Health Bulletin is an impressively

82 Aronowitz shows how political and cultural factors shape the legitimation of diseases and the subsequent
experience of patients, demonstrating instances of contingency in how diseases are framed and understood and
showing how controversies over meaning are often about social rather than medical facts. He analyzes the role
biological explanations play in diagnoses over which there is uncertainty about underlying cause, and his statement
that the biological facts of disease do not exist outside systems of signification and social meaning is certainly true.
At the same time, however, his social constructionist approach foregrounds social considerations in explaining
medical controversies and ignores explicit debates about biomedical facts. Aronowitz situates the project of history
of medicine in the realm of the social but in doing so frames medical controversies as primarily social controversies,
presumably leaving scientists and clinicians to debate the biomedical particulars of contested illnesses.
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detailed study of the hospital epidemic, complete with clinical histories, maps of cases, and
evaluation of possible etiological mechanisms for the mysterious disease, which was never
definitively determined.%?

The report begins with a foreword by the medical director of the USPHS, James P.
Leake, who writes that “the balancing of the epidemiological facts against the clinical will give
different answers to different students in accordance with their personal experience and views.”
Taken as an argument for standpoint epistemology or “disease multiple,” Leake’s invocation of
“personal experience and views” opens questions of how different disciplines, observers, and
tools have approached the disease and its outbreak distinctly and sometimes come to distinct
theories and conclusions about its nature.

Annemarie Mol developed the concept of ontological politics and “disease multiple”
through ethnographic study of medical care, attending to the conditions through which disease is
understood and acted upon. Mol argues that reality “is done and enacted rather than observed”;
not a world of hidden essences which the tools of science and medicine uncover but rather
possibilities that are performed, and—crucially, where “politics” comes in—chosen. Mol attends
to the tools that help to enact different versions of the object, creating multiple ontologies, and
this is where I will focus my attention as well.®*

Standpoint theory was first articulated Marx’s conception of proletarian consciousness of

class struggle and was then adapted by feminist scholarship and feminist science studies.?

8 A. G. Gilliam, Epidemiological Study of an Epidemic: Diagnosed as Poliomyelitis, Occurring among the
Personnel of the Los Angeles County General Hospital during the Summer of 1934 (Washington, 1937).

8 Annemarie Mol, The Body Multiple: Ontology in Medical Practice, E-Duke Books Scholarly Collection (Durham:
Duke University Press, 2002); Annemarie Mol, “Ontological Politics. A Word and Some Questions,” The
Sociological Review 47, no. 1_suppl (1999): 74-89.

8 Cynthia Cockburn, “Standpoint Theory,” in Marxism and Feminism, ed. Shahrzad Mojab, 2015, 331-46.
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Particularly, scholars Sandra Harding and Donna Haraway have articulated a critique of false
universalism widespread in scientific writing and thinking since the Enlightenment. They show
how the social position of actors enables them to ask different questions, see different features of
the world, and promulgate knowledge that is inherently situated, i.e. there is no view from
nowhere. In this case, scientists trained in different disciplines approach a problem with their
particular knowledge base, an orientation to different body systems or features of disease, and
this shapes what answers they get from the supposedly same object.

For outbreaks like this, expert responses from clinical medicine, epidemiology, and
pathology have enacted different realities of disease, using different tools. These realities do not
exclude each other but rather sit in uneasy tension. The different possible syndromes they
perceived were a transformed version of polio, a new disease of the central nervous system, or a
widespread hysterical reaction to a terrifying and poorly understood epidemic threat. Crucially,
patients were another facet of this onto-epistemological object; patients knew the disease in a
different way from healthy observers and enacted different responses to its challenges.

Leake specifically delineates the clinical versus epidemiological facts, perhaps grouping
facts gleaned from virological studies and pathology in with one or the other, but the division is
clearcut. Clinically, the disease differed from polio yet could still be diagnosed as such, as polio
was known for its idiosyncrasy between patients. There were also eleven autopsy results and two
strains of polio isolated and inoculated into rhesus monkeys, two forms of clinical evidence from
the countywide epidemic which supported a theory that the hospital disease was also polio. Yet

epidemiologically the disease’s difference to polio was stark. The pattern was unlike what was

8 Donna Haraway, “Situated Knowledges: The Science Question in Feminism and the Privilege of Partial
Perspective,” Feminist Studies 14, no. 3 (1988): 575-99, https://doi.org/10.2307/3178066.

43



known for polio, yet the outbreak was part of its own epidemiological pattern in the local
context, as epidemics had been affecting older and older age groups in recent years.®” This is a
repeated theme through this early period, wherein researchers argued that these strange outbreaks
stood apart from polio because they had different epidemiological features, yet those features

were part of a new pattern for polio that was emerging contemporaneously.

Polio epidemiology, not-polio epidemiology

At both the county level and within the hospital context, the epidemic was different from
a typical polio outbreak in several ways: its high attack rate, low case fatality rate, low paralytic
rate, high communicability, and high prevalence among adults. Gilliam wrote “in a certain
portion of these [institutional] cases a diagnosis of poliomyelitis would never have been
considered had they not developed among persons intimately associated with an epidemic of the
disease.” This interplay between the universal and the particular is echoed in Leake’s foreword,
where he argues that “the whole description and analysis of the epidemic...can leave but little
doubt in the mind of the reader that though individual cases might be variants or wrongly
grouped with the epidemic, the prevalent disease among this personnel was a unit, and closely
related to occupation.”®® This echoed thinking in epidemiology that considered epidemics as

something more than an aggregate of cases, but as natural objects in their own right.®

8 Paul, A History of Poliomyelitis.
8 Gilliam, “Epidemiological Study of an Epidemic,” v.

8 See, for example, David Jones and Stefan Helmreich, “The Shape of Epidemics,” Boston Review, accessed June
11, 2022, https://bostonreview.net/articles/david-shumway-jones-stefan-helmreich-epidemic-waves/; J. Andrew
Mendelsohn, “From Eradication to Equilibrium. How Epidemics Became Complex after World War 1.,” in Greater
Than the Parts: Holism in Biomedicine, 1920-1950, ed. Christopher Lawrence and George Weisz (Oxford: Oxford
University Press, 1998), 303-34.
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The only clear-cut conclusion a reader could draw, Leake argues, is that a distinct
epidemic occurred along occupational lines. Leake dismissed contemporary diagnostic
technological abilities, arguing neutralization tests measuring patients’ serum against known
poliovirus would have been insufficient evidence to confirm or rule out polio as cause of the
hospital outbreak.”® The 1934 epidemic has been described by historian and physician Robert
Aronowitz as an instance of social, nonbiological factors shaping how a disease is understood
and labeled by stakeholders including doctors, patients, and public health officials.”! Polio
tended to appear on a two-to-four-year cycle at this time, which Aronowitz argued set up
expectations for a major epidemic in 1934. This put doctors and county health offices on high
alert, apparently making diagnoses of equivocal cases more likely while priming hospitals to
handle the expected influx of patients.”> However, this argument differs from Gilliam’s slightly.
As mentioned above, Gilliam noted that many of the institutional cases would not have been

diagnosed with polio if not for their intimate association with the countywide polio epidemic—

2o <6

90 “Neutralization tests using serum” was based on bacteriologist Paul Ehrlich’s “side-chain” theory of immunity,
wherein antigens (part of a pathogen such as a virus) were recognized by the host immune system and subsequently
attacked with host antibodies, thereby neutralizing the antigen. This reaction was highly specific, according to
Ehrlich, and thus could be used as a test for disease; if a patient had been infected with “a known poliomyelitis
virus” they would presumably produce specific antibodies, and the test could pair this with the virus (antigen) in
vitro to determine if they matched. Though the theory fell out of use by the 1930s, it’s practical implications for
diagnostic testing (using guinea pigs) remained popular at this time. See Silverstein, Arthur M. A4 History of
Immunology. San Diego: Academic Press, 1989. As to why this test would not be sufficient to diagnose polio,
neutralization was known to occur widely, not only in people who had a previous polio infection. This was later
explained epidemiologically by the widespread phenomenon of asymptomatic infection. Paul, 4 History of
Poliomyelitis.; BOYD, THEODDORE E. “Book Reviews.” Journal of the History of Medicine and Allied Sciences
XXVI, no. 3 (July 1, 1971): 317-22. https://doi.org/10.1093/jhmas/XXVI.3.317.

9 Robert A. Aronowitz, Making Sense of Iliness: Science, Society, and Disease, Cambridge History of Medicine
(Cambridge, U.K. ; New York, NY: Cambridge University Press, 1998).

921 do not wish to refute Aronowitz’s characterization, and like him I want to avoid the “real or unreal” (false)

binary that clings to these outbreaks. Rather, I will demonstrate the way epidemiological knowledge enacted the
disease entity—distinct from clinical knowledge—in this and two later epidemics.
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not just that doctors were looking for polio but personnel working with more accepted polio
cases were presumed to be at risk due to contagion.

Prior to the 1930s, polio epidemiology was in a “morass,” according to one of its own
leading researchers, defined more by what was not known than what was known.”*> Major
advances in understanding polio’s patterns of transmission and the potential for a vaccine came
later, in the form of immunologically distinct strains of polio (1930s), its gastrointestinal route of
infection (late 1930s) and evidence of long-term immunity (early 1950s). In 1917, an
epidemiologist with the US Public Health Service declared that no other disease than
poliomyelitis could produce such a “humble and contrite frame of mind,” while in 1948 a British
health official, seeing no resulting advances in treatment, prevention, or cure from the last two
decades’ improved knowledge, felt the public health response to polio was characterized by
“ignorance, impotence, and insecurity.”**

Simon Flexner, a world leader in polio research for discovering that it could be replicated
in Rhesus monkeys by injecting samples into their spinal cords, was committed to a conception
of polio as a neurological virus, to the exclusion of any alternate theories, and in the face of
contradictory evidence that the virus could be isolated from intestinal and fecal matter.”

Historian Naomi Rogers has argued that patterns of occurrence puzzled researchers in the 1910s

unable to associate a contagious disease with anything other than urban slums, unhygienic

9 Paul, 4 History of Poliomyelitis, 231.

94 Naomi Rogers, Dirt and Disease: Polio Before FDR (Rutgers University Press, 1992), 162; Anne Hardy,
“Poliomyelitis and the Neurologists: The View from England, 1896- 1966,” Bulletin of the History of Medicine 71,
no. 2 (June 1, 1997): 251, https://doi.org/10.1353/bhm.1997.0089; Rogers quoting “INFANTILE PARALYSIS: A
Round Table Discussion,” American Journal of Public Health 7, no. 2 (February 1917): 11743,
https://doi.org/10.2105/AJPH.7.2.117-a.

% Paul, 4 History of Poliomyelitis; Rogers, Dirt and Disease.
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practices, insect vectors, or asymptomatic carriers, a trend which was only reversed by President
Roosevelt’s famous experience with polio in the 1920s.%® A new social conception of the disease
paved the way for the National Foundation for Infantile Paralysis to begin a massive public
donation campaign and fund a wide spectrum of research on the virus.®’

By the mid-1930s, polio epidemiology had produced some confident findings, though this
confidence seems to have spread more slowly to the broader medical community and public.
Paul described how the Los Angeles public and medical community were unconvinced by
knowledge “available for a generation” about the disease: that it was mainly spread by
asymptomatic cases, “thousands of which exist (unrecognized of course) during a sizable urban
epidemic.” Instead, the public and the county hospital workers were fixated on the risk posed by
more apparently ill cases, as they had during epidemics in the 1910s.%® They were also fixated on
questions of worker compensation, and whether paralysis resulting from polio contracted in the
line of duty would entitle a doctor or nurse to disability benefits.

Epidemiology writ large was in an exciting professional moment by the mid 1930s.
Having for decades been a part-time practice of public health officials with politically appointed
positions, it became an academic specialty and “one of the fundamental disciplines of public

health in the twentieth century” with the establishment of the Johns Hopkins School of Hygiene

% Rogers, Dirt and Disease.

97 Rogers attributes this to the dubious achievements of science writer and microbiologist Paul de Kruif. Desiring to
see more money go to basic research, rather than treatment programs like FDR’s Warm Springs facility at a health
spa in Georgia, de Kruif pitched the President’s Birthday Ball Commission on funding applied research and became
secretary to their scientific advisory committee and later to the NFIP’s scientific advisory board “with a major role
in directing the Foundation’s research funds.” Rogers’ critique of de Kruif comes in the endnote to this anecdote,
where she quotes Jane Smith’s book Patenting the Sun, arguing that de Kruif was “the sort of science advisor you
picked if you knew very little about the business of research.” Rogers, 171. Fn233

%8 paul, 4 History of Poliomyelitis, 212. Rogers, 160.
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and Public Health in 1916 and Wade Hampton Frost’s appointment as resident lecturer in
epidemiology in 1919. Frost emphasized the interplay of field investigations and laboratory
studies and throughout the 1920s and 30s developed new statistical techniques for
epidemiological research. %°

Gilliam would have been aware of this recent history, having trained at Johns Hopkins
under Frost. Alexander Gordon Gilliam (1904-1963) was a doctor and epidemiologist from a
long line of physicians in Virginia. After attending the University of Virginia for college, he
followed his brother to China and taught at an Episcopal college in Shanghai until the civil war
broke out in 1927, whereupon he returned to the University of Virginia for his MD. He went to
Johns Hopkins for his residency on a Rockefeller Foundation fellowship in 1932, where he met
Wade Hampton Frost, who encouraged Gilliam to pursue a doctorate in public health. After
graduating with his ScD, Gilliam joined the US Public Health Service, where Frost himself had
worked prior to coming to Johns Hopkins (he maintained his position concurrently at the USPHS
for several years as a condition of joining the faculty at the new School of Hygiene and Public
Health) and was stationed in Los Angeles as his first assignment. '%°

His detailed epidemiological investigation was based on interviews and hospital records
which showed dates of onset, admission, and (sometimes) recovery. He also tracked symptoms
over time, rates of unusual symptoms outside the typical clinical picture of polio, and rates of

disability during and after the acute phase of illness. Beyond analyzing cases, he produced maps

9 Fee, Disease and Discovery: A History of the Johns Hopkins School of Hygiene and Public Health, 1916—1939,
13. This is an institutional history of the JHSPH that avoids hagiography or tedium, though it does inevitably place
Johns Hopkins at the center of US public health history.

100 Alexander G Gilliam, University of Virginia Oral History Project Interviews with Alexander G. Gilliam, Jr.,
February 19, 2021.
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of the hospital grounds and tabulated the spread of the epidemic from the communicable disease
ward outward and examined possible sources of contamination like water or milk.

Gilliam would have been in an exciting and experimental milieu for epidemiological
training at Hopkins from 1931-1934. Frost had extensive experience with “shoe leather
epidemiology” from his work investigating outbreaks in the USPHS, and once at Hopkins he
began to develop a research-focused curriculum in epidemiology as well as new theoretical
methods.!?! Gilliam’s study is a clear example of the former approach, based in detailed on-the-
ground observation and conversation, but he also drew on Frost’s theoretical contributions. In his
coursework, Gilliam probably encountered the Reed-Frost epidemic theory, developed by Frost
and his colleague Lowell Reed, a biostatistician also at Hopkins, to predict the spread of disease
within a population.'?? The Reed-Frost theory is both a mathematical formula for calculating the
probability of “adequate contact” (that is, adequate to transmit infection) between individuals in
a population and a physical model which introduced an element of randomness into the
otherwise static differential equation.'?® Historian Lukas Engelmann argues that the physical
model, “a box, a trough, and colored marbles,” enabled a shift in thinking—*“epidemiological
reasoning”—about epidemics as a rate of disease within a given population (dependent only on

the virulence of a pathogen or host susceptibility) to thinking of them dependent on manifold

9 Frost’s teaching methods would later inform the CDC Epidemic Intelligence Service’s own teaching methods,

discussed in chapter 3. Furthermore, Frost served as a scientific director of the Rockefeller Foundation’s
International Health Board, pushing for IHB to fund and pursue epidemiological research alongside disease control
programs. Fee, Disease and Discovery: A History of the Johns Hopkins School of Hygiene and Public Health, 1916—
1939, 136.

102 A demonstration of the theory using the model, discussed below, was part of Frost’s Epidemic Theory III course
at Johns Hopkins in the 1930s. Lukas Engelmann, “A Box, a Trough and Marbles: How the Reed-Frost Epidemic
Theory Shaped Epidemiological Reasoning in the 20th Century,” History and Philosophy of the Life Sciences 43,
no. 3 (September 2021): 5, https://doi.org/10.1007/s40656-021-00445-z.

%3 Helen Abbey, “An Examination of the Reed-Frost Theory of Epidemics,” Human Biology 24, no. 3 (September
1, 1952): 201-33.
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causal factors where “structural—or environmental—forces governing [causal factors’]
interaction were just as significant.”!%4

In Gilliam’s study, we can see this conception of the epidemic at work in the tables he
presents of cases over time combined with the geographic focus on patients’ workspaces and
dwellings, and how the disease spread through them. Tabulating the spread of the disease
amongst the residents of the hospital campus, Gilliam showed rates of disease peaking first in
communicable disease wards and the admitting office before spreading amongst resident
employees in general and finally to employees living off the hospital grounds and working at
various stations. The plots suggest that the outbreak was caused by a disease spread by personal
contact with cases and carriers, not by contamination of the water, milk, or food supply. Like the
Reed-Frost random pour that filled the trough with marbles, Gilliam tested which forces brought
people into contact within the hospital and thus was able to see what pattern fit the overall
epidemic curve best.

Ultimately, Gilliam approaches a degree of finality in assessing the epidemic, positing
that either a polio outbreak or another central nervous system infection of unknown etiology

occurred in the hospital staff. Well, if that was exactly what observers knew at the start of the

outbreak when they observed the rise of cases, it nonetheless was an epidemiological triumph,

104 Lukas Engelmann, “A Box, a Trough and Marbles: How the Reed-Frost Epidemic Theory Shaped
Epidemiological Reasoning in the 20th Century,” History and Philosophy of the Life Sciences 43, no. 3 (September
2021): 3, 4, 18 https://doi.org/10.1007/s40656-021-00445-z. With the physical model, Frost would take a box of
multicolored marbles and pour them into the trough, where they would line up. One color was susceptible, one color
was infectious, and contact between different colored marbles would spread infection. The next round, the infectious
marbles, becoming immune, would switch colors, as would the previously susceptible, now infectious themselves,
marbles, before another random pour. Structural and environmental factors were represented by the proximity
between marbles. This was how Reed and Frost built upon Herbert Soper’s equation for disease periodicity, a
similar formula but one which made infectious, susceptible, and immune individuals proportional to each other.
Soper’s formula worked for measles outbreaks, but Reed and Frost regarded it as too static to adequately capture the
conditions of transmission, not just its fact within the population. Engelmann, 17.
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for the field itself had defined its object of study in the interwar years as something more than an
aggregate of disease cases. Epidemiology, the boundary-making scientists whom Olga
Amsterdamska describes in “Demarcating Epidemiology” argued, was not an auxiliary science to
bacteriology, with its desire to precisely pinpoint pathogens and assume the organism itself could
explain the epidemic form of its disease.!'? Instead, epidemiology focused on this complexity
and multicausality behind epidemics, just as Gilliam had attempted.

The conclusions Gilliam drew about the nature of the outbreak could not explain all its
features, however. There was the mystery of a different age distribution than expected for polio.
At the outset he tells the reader:

If this diagnosis [of poliomyelitis] may be accepted in any large proportion of the cases,
the epidemic is unique in the history of poliomyelitis because of the altogether unusual
symptomatology, and the extraordinarily high attack rate in an adult population. If the

disease were not poliomyelitis, the epidemic is equally extraordinary in presenting a

clinical and epidemiological picture, which, so far as known, is without parallel.!%

However, polio was known to affect adults early on, dating back to one of the earliest
studied US epidemics in Vermont in 1894. While “before 1920 in the United States infantile
paralysis was still predominantly a disease of early childhood,” the next thirty years saw a shift
in age range, such that 10—19-year-olds came to represent around a third of cases, with the 20+

age group hovering between 5 and 10% of cases.’ Even earlier on, in polio’s shift from endemic

to epidemic disease, the increasing age range was noted and seemed intrinsic to this shift as

%5 Olga Amsterdamska, “Demarcating Epidemiology,” Science, Technology, & Human Values 30, no. 1 (2005): 31—
32. Amsterdamska convincingly argues that this characterization of bacteriology as a monomania for discrete causes
was a straw man argument that served as a rhetorical tool for epidemiologists to demarcate their science as
something more than auxiliary, with its own unique outlook and contribution to public health.

108 Gilliam, “Epidemiological Study of an Epidemic,” 1.

197 Paul, 4 History of Poliomyelitis, 346.
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“repeated epidemics of increasing severity, affecting older and older individuals, began to
appear” at the start of the twentieth century, “once the disease began to involve sizeable numbers
of children older than four or five years, the trend toward period epidemicity and higher and
higher attack rates in older individuals was relentless.”'°® Meanwhile, in Gilliam’s discussion of
the countywide epidemic, he noted the increased proportion of older adolescents and adults and
explained this could not be due entirely to the hospital outbreak. Other areas in California which
also experienced polio epidemics that summer had much higher proportions of cases in the
twenty years and older age group: 21% in the San Francisco Bay Area and 20% of cases in
Fresno County. In a December 1934 article in the American Journal of Public Health authors
from the State Department of Public Health summarized the history of poliomyelitis in
California, noting a definite shift in age distribution. “What constitutes a reportable case may be
a factor,” they wrote, as could better diagnosis, artificially inflating the numbers and giving the

appearance of a shift in age.

Also noted in the 1894 Vermont epidemic, and like cases seen in the LA hospital
epidemic, was the presence of “abortive” poliomyelitis, without paralysis. This was only visible
in the context of the epidemic with cases of paralytic polio to contextualize them. In an address
at the American Public Health Association meeting in September of 1934, James Leake noted
that in the years since the 1916 New York polio epidemic, “the diagnosis has come to be made

more and more without evidence of paralysis.”’® Regarding better diagnostic methods, a

198 Paul, 84.

09 James P. Leake et al., “Epidemiology of Poliomyelitis in California, 1934,” American Journal of Public Health
and the Nations Health 24, no. 12 (December 1934): 1205, https://doi.org/10.2105/AJPH.24.12.1204.
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subsequent section will address whether methods had significantly improved in the mid-thirties

since major outbreaks visited California in the 1910s and 1920s.

A final Frostian thread of Giliam’s study was attention to “the conditions of life” in a
community facing a disease threat. Beyond understanding the causative organism, the
epidemiologist must know the community through “the psychology of the people, their social
organization, the conditions and events of their everyday life,” Frost argued in 1923."° In Los
Angeles, Gilliam attempted to understand these factors through attention to detail in the social
organization of the hospital. He records that during a busy period of the epidemic, “a physician
was stationed at the ambulance entrance gatehouse” to question and sort patients, sending
suspected polio cases to the communicable disease building, and every tenth patient to the
osteopathic hospital.”"" Once there, patients were cared for by 585 different nurses, orderlies, and
attendants over the 7 month period of the outbreak, a number Gilliam arrived at by resolutely
analyzing the ward assignment cards, which showed the dates each individual employee was
assigned to a particular ward. He could also use the ward assignment cards to measure turnover
in the communicable disease wards during the outbreak and found that people working at the
main admitting office and in the communicable disease wards were there on average half the
duration other employees worked at other stations. Presumably from discussion with hospital
employees, he also learned that attendants in the nursing department carried out all the duties of
nurses aside from giving medications and treatment. These data enabled him to calculate the risk

of infection for every station of duty.

"9 Wade H. Frost, “The Importance of Epidemiology as a Function of Health Departments,” American Journal of
Public Health 13, no. 1 (January 1923): 33-37, https://doi.org/10.2105/AJPH.13.1.33.

" Gilliam, “Epidemiological Study of an Epidemic,” 38.
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Virology

For virologists involved in the outbreak, the overarching goal was to isolate a causative
agent which entailed various subsidiary considerations: where to look for the pathogen, how to
prove its etiological significance through postmortem pathological analysis and a demonstration
of transmissibility in lab animals, and whether epidemiological factors could frustrate or support
virological studies. The recent identification of three distinct strains of poliovirus by two
scientists in Australia complicated the epidemiological picture, suggesting that differences in
virulence of different strains could give rise to outbreaks with lower death and paralysis rates.'!?

John Rodman Paul (1893-1971) was a Yale polio researcher who described the Los
Angeles outbreak in his 1971 book A History of Poliomyelitis. He had traveled to LA with Leslie
Webster of the Rockefeller Institute in New York City and his colleague at the Yale Poliomyelitis
Study Unit, James Trask, to find the causative agent. Paul was trained at Princeton, then Johns
Hopkins, where he earned an M.D. degree in 1919 and had been studying polio since 1931 when
he and Trask founded the Poliomyelitis Study Unit at the Yale School of Medicine.!!3

The men planned to isolate a pathogen responsible for the outbreak, using rhesus
monkeys and mice. They would know they had the agent in hand when samples from patients

could be used to produce a version of the disease in a laboratory animal, a modified version of

Koch’s postulates to account for the nature of the virus they hoped to find.''*

"2 F, M. Burnet and Jean Macnamara, “Immunological Differences Between Strains of Poliomyelitic Virus,” British
Journal of Experimental Pathology 12, no. 2 (April 1931): 57-61.

113 “John Rodman Paul, MD | Post Polio: Polio Place,” accessed January 18, 2024,
http://www.polioplace.org/people/john-rodman-paul-md.

"4 Viruses have historically fallen short of satisfying all four of Koch’s postulates because they were difficult to
culture due to their obligate parasitism on host cells. Tissue culture techniques developed for polio in the 1950s
would change this, but an additional challenge for inducing polio in lab animals was its varied symptomatology,
where paralysis occurred in a very small percentage and other symptoms would be hard to pin to polio, in the
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Paul confesses upfront to experimental design mistakes that may have thwarted attempts
to isolate a virus. Exercising caution in the face of recent failures to inoculate rhesus monkeys
with intestinal washings, the men filtered and purified (lower volume) oral washings, reducing
the potential virus content and making inoculation less likely. He wrote:

It was all too clear that we had not used the proper gambit. The filtration process,

while it removed all bacteria, also reduced the virus content and correspondingly

lessened chances of a positive result...But careful planning along orthodox lines

was the order of the day. The background presence of Dr. Flexner was in the

minds of all of us. He was intent on isolating some sort of virus. We did not want
to let him down.”!13

These miscalculated considerations particularly came from the team’s adherence to
Simon Flexner’s neurotropic view of polio.!'® Webster worked with directly with Flexner at the
Rockefeller Institute, and through he lacked any previous experience with poliomyelitis, he had
been successful at finding the causative agent of the St. Louis encephalitis outbreak of 1933
using his and Flexner’s experimental mouse population. He would seem an unlikely candidate to
challenge Flexner’s reign over polio research or deviate from his previously successful methods.

Dr. Edward C. Rosenow of the Mayo Clinic in Rochester was present during the
epidemic, espousing his contrarian etiological explanation for polio. Paul describes him as “an
ardent and colorful proponent of a neurotropic streptococcus as the cause of poliomyelitis.” This
despite the fact that Viennese scientist Karl Landsteiner and his assistant, physician Erwin
Popper, had demonstrated that polio was a filterable virus in 1908. In a letter to his wife quoted

in Paul’s book, Webster wrote elliptically that “[Rosenow] is here, by the way, and doing and

absence of that definitive sign. See Thomas M. Rivers, “Viruses and Koch’s Postulates,” Journal of Bacteriology 33,
no. 1 (January 1937): 1-12.

"8 Paul, 4 History of Poliomyelitis, 214.

18 Flexner also (mis)shaped polio research through his choice of experimental organism, the rhesus macaque
monkey, which was only susceptible to polio through direct injection into the brain. Rogers, Dirt and Disease, 24.
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saying precisely what he did in St. Louis.”!'!'” The previous year, Webster and his experimental
mouse population had triumphed over Rosenow with the discovery of St. Louis encephalitis
virus; would he be able to do so again?, Webster may have wondered. Rosenow had few allies
among polio researchers. Various physicians from the communicable disease unit of the County
Hospital were “not prepared to comment on his findings” except to report that Rosenow had
found streptococci in nose and throat cultures, which did resemble bacteria found in previous
confirmed polio cases, and could be replicated in animals, and for which patients tested positive
in the early days of their illness and negative after their recovery, and which people who had
been in contact with cases and not developed the disease tested positive. Yet, they were “not
convinced that this streptococcus is the answer to the question of etiology.”!'® Thomas Rivers, a
venerable virologist at the Rockefeller Institute, put it most clearly in 1937, writing for the
Journal of Bacteriology that “to those unacquainted with the virological field and particularly to
clinicians and bacteriologists unfamiliar with the pathological picture of poliomyelitis,” claims
that the disease was caused by streptococcus seemed valid. What these certain individuals
misunderstood, however, was that culturing streptococci from polio patients and inducing
paralysis in a lab animal did not mean that animal was shown to have poliomyelitis. “Paralysis,”
Rivers wrote, “is not a characteristic sign of a single disease” and paralyzing a lab animal with

any old pathogen did not mean it caused polio seen in human hosts.!!"”

"7 Paul, 4 History of Poliomyelitis, 217.

"8 R. W. Meals, Vernon F. Hauser, and Albert G. Bower, “Poliomyelitis—The Los Angeles Epidemic of 1934,”
California and Western Medicine 43, no. 2 (August 1935): 124. Emphasis added.

119 Rivers, “Viruses and Koch’s Postulates,” 5.
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Investigators succeeded in isolating polio from a few hospital patients whom they could
be confident had poliomyelitis, but not from hospital employees sick in the epidemic, whose
diagnosis of polio was more tenuous. These minimal virological findings, though unable to settle
the uncertainty about the atypical epidemic, would nonetheless be very helpful for the field in
coming years. Paul, Trask, and Webster’s Wtd strain from an LA county case would eventually
be recognized as one of several Type II or Lansing type strains, which were uniquely adaptable
to mice, a much less expensive laboratory animal.!2°

In a review of the hospital outbreak in the California and Western Medical Journal
County General Hospital physicians Vernon Hauser and Albert Bower with USC colleague R. W.
Meals suggested an intestinal route of infection, contradicting Flexner, because they had many
cases with intestinal symptoms without upper respiratory or “olfactory pathway” symptoms.
“European investigators,” they note “have infected monkeys by tube feeding, and by injecting,
through the intestinal wall, virus-containing media.”!?!

The broader countywide epidemic context informed shaped the pathophysiological
knowledge of the disease. Paul wrote, “that some few were indeed bona fide cases [of polio] was
established by the isolation of poliovirus from the spinal cord of the fatal ones, not only by our
team but [also by a University of Southern California team headed by John F. Kessel].”!??
Characteristic neurological lesions were observed in a few autopsies, i.¢., those of patients who

had died while being treated at the hospital, and poliovirus was isolated from a child’s nasal

120 Paul, 4 History of Poliomyelitis, 276.
2! Meals, Hauser, and Bower, “Poliomyelitis—The Los Angeles Epidemic of 1934,” 123. Those European monkeys
may have been cynomolgus monkeys from Southeast Asia, who could contract polio through the digestive tract, and

thus could be inoculated with methods simpler than direct nervous system injection. Suri, “Between Simians and
Cell Lines.”

22 Paul, 4 History of Poliomyelitis, 221.
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washings and produced a mild version of the disease in monkeys. A team led by John F. Kessel, a
neurologist at the USC Medical Cchool, received support from recently founded President’s
Birthday Ball Commission, a precursor to the National Foundation for Infantile Paralysis, to
carry out pathological tests on nineteen autopsy cases. They were able to recover virus and infect
rhesus monkeys from eleven of the cases, the monkeys coming down with a clinical syndrome
similar to polio, which could be replicated with subsequent passages in additional monkeys, and
causing histopathological changes consistent with polio, i.e. “necrosis of nerve cells.”!??

Gilliam noted that virological studies were stymied “because of the shortage in monkeys
in 1934.” Paul, too, noted that “the supply of monkeys we could take along was limited.”!?*
Historian Tara Suri has estimated that while 8,000 rhesus monkeys were imported to the US from
Northern India in 1924, by the mid-fifties when the Salk vaccine debuted over a hundred
thousand monkeys were being imported per year. The National Foundation’s uncomfortable
recognition that American health was dependent on the importation of North Indian monkeys
drove the development of cheaper, faster tissue culture techniques, Suri argues.'?

Beyond identifying a causative pathogen, investigators were eager to put new knowledge
about the polio virus’s immunological variability to the test. In 1931, Jean Macnamara and
Macfarlane Burnet in Australia had published a paper showing that polio had at least two distinct

strains. This was a microbiological insight with important epidemiological implications, but John

Paul argues that the researchers’ perceived geographic and scientific marginality in Australia

123 J. F. Kessel et al., “Observations on the Virus Recovered from 1934-35 Poliomyelitis Epidemic in Los Angeles,”
Experimental Biology and Medicine 35, no. 2 (November 1, 1936): 326, https://doi.org/10.3181/00379727-35-
8960P.
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meant that findings were overlooked for years in the American scientific community. Paul and
Trask at the Yale Poliomyelitis Study Unit were intrigued, however, and in 1933 published a
paper replicating Macnamara and Burnet’s results. In Los Angeles, perhaps inspired by Paul and
Trask, several investigators cited the Macnamara and Burnet paper in their rationale for why the
epidemic may have been caused by a distinct strain of polio. !

Paul writes in A History of Poliomyelitis, “surprisingly all of these isolates subsequently
turned out to be Type II strains; Type II epidemics have been rare indeed and, when they have
occurred, have involved the youngest age group almost exclusively.”!?’ The tripartite typology of
polio virus was finally settled in the early 1950s when the National Foundation’s Committee on
Typing undertook a large cataloging effort across several university laboratories, sorting some
two hundred strains of poliovirus into three serological types. A member of the Typing
Committee at Johns Hopkins School of Hygiene and Public Health took one of the strains Paul’s
team found in LA and designated it as a Type II Lansing strain.

Back in 1934, Kessel and his colleagues were also interested in studying the strain
responsible for that years polio epidemic because of its atypical, mild clinical character. Using
samples taken from patients in the Los Angeles epidemic, (including a strain called Wfd, one of
the ones that Paul and Trask had isolated, mentioned above), they compared these against a

known Californian strain “McK” and a strain from Rockefeller called “M.V.” Akin to the mild

clinical presentation in the LA epidemic, monkeys infected with McK had a slower course of

126 Meals, Hauser, and Bower, “Poliomyelitis—The Los Angeles Epidemic of 1934.”; Kessel et al., “Observations
on the Virus Recovered from 1934-35 Poliomyelitis Epidemic in Los Angeles.”

27 Paul, A History of Poliomyelitis, 221. Paul continues, “...except in a highly susceptible population in the Arctic.”

I will describe these events in a subsequent chapter, when I discuss Iceland disease in 1948, which is also when the
Alaskan epidemic occurred.
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illness and less paralysis, and histopathological examination revealed less cell damage.
Comparison of immunological responses showed more similarity between Wfd and McK than
between Wfd and M.V. These observations all indicated that the virus(es) isolated from cases in
the Los Angeles epidemic produced a disease like polio in monkeys, which differed in severity
from other known strains. However, it was eventually realized that the MV strain was quite
artificial, having been bred to be highly neurotropic such that the disease it caused in rhesus
monkeys could not readily stand in for polio.!?8

The pathological confirmation of poliovirus among the countywide polio patients—
though challenged by the scarcity of a key biomedical tool, the rhesus monkey—shaped
impressions of the polio-like hospital disease in ways that validated epidemiological
observations and patterns but could not confirm that the hospital disease was the same
poliomyelitis with any certainty. While the growing awareness of distinct strains of polio
beginning in the early 1930s offered some nuance to the etiological picture, its effect was
apparently just to scatter opinion, not gather it. Webster wrote, “to date, we have obtained
poliovirus from one fatal case, so the disease or epidemic [in the county] is probably polio, in
spite of many opinions to the contrary,” yet a few days later he had turned to alternative
explanations after failing to get results from inoculating mice, rabbits, and guinea pigs. Webster
began to consider the epidemiological similarities between St. Louis encephalitis (with which he
had previous experience) and polio, favoring a hypothesis that the outbreak was not polio but a
related virus.'?® “To sum up various opinions about the Los Angeles epidemic,” Paul wrote from

a vantage point of decades later, “there seems to be little question that Los Angeles county was

128 Naomi Rogers, Dirt and Disease: Polio Before FDR (Rutgers University Press, 1992), 24.
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visited by an epidemic of poliomyelitis in the summer of 1934, although even this fact has been
denied in some quarters.” '3 Whether another, unrecognized illness was also present remained in
question, and speculations about its possible identity ranged from another enterovirus, the agent

responsible for the 1948 disease in Akureyri, Iceland, or hysteria.

Clinical Medicine

The hospital staff—mostly nurses, but also some doctors and physical therapists—who
worked directly on the communicable disease wards in the summer of 1934 began to fall ill with
a sickness characterized by “transient, localized muscular weakness,”? low, fluctuating fever,
sensory disturbances, and neck or back pain. These were sometimes accompanied by “nervous”
complaints, sensory issues, and psychiatric involvement. Gilliam’s report, however,
characterized the disease more by the huge diversity of symptoms than any one typical clinical
case. 198 employees were ultimately treated at the hospital for what was provisionally labeled
poliomyelitis, with an attack rate of 4.4 percent of all employees. The hardest hit by the hospital
epidemic were nurses, with an attack rate of 10.7 percent, particularly those living in the (racially
segregated) nurses’ cottages on the hospital’s grounds. The Black nurses’ cottage was located
right next to the communicable disease unit, while the white nurses resided across the hill in
twenty cottages, lined up in pairs.

At the start of the outbreak, attending physicians at the hospital seemed to face the choice
between working on the contagious disease ward or being able to make house calls, as the
community had come to regard the hospital as a “pest house.” Several opted to consult with

interns by telephone rather than make daily rounds in person. “Public opinion it seemed was

130 Paul, 221.
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strong enough to have dictated this rule.” Thus, “proper guidance” and “clinical judgement” were
lacking during the peak of the epidemic.!3! Afterwards, this lack of adequate professional
training would be a focus of the nurses seeking compensation for disabilities resulting from
illness caught in the line of work. First Assistant Health Officer George Stevens exhorted the
American Public Health Association to prioritize teaching epidemic response in medical and
nursing schools. In a paper given at the APHA meeting of 1934 he wrote, “a sufficient number of
doctors who are thoroughly grounded by precept and practice in ‘Medical Aseptic Technic’ as
applied to communicable disease control, and nurses should be available to meet an epidemic of
such proportions.”!3? This under-preparation led to a situation of overwork and exhaustion for
the remaining staff, remarked upon at the time. Gilliam presented case notes of nurse-patients,
one of whom “was ‘completely exhausted’ because of the heavy work” on the emergency
surgical ward.'3* Attending physicians described the “overwork and excess fatiguability” which
were “probably undoubted factors” for the sickest of the hospital workers.!34

In making diagnoses, doctors relied on neurological tests of function and weakness,
administered by residents and other staff members like orthopedists and physiotherapists.
Contagious Disease Ward residents also attempted a few diagnostic lumbar punctures, looking
for changes in cell counts within the cerebrospinal fluid that would signal infection. These were
uniformly negative, but as mentioned, lumbar punctures were also used therapeutically, which I

discuss below. Some cases were diagnosed retrospectively, when nurses had been admitted to the

31 Paul, 223.
132 Stevens, “The 1934 Epidemic of Poliomyelitis in Southern California.”
133 Gilliam, “Epidemiological Study of an Epidemic,” 70.

34 A. G. Bower et al., “Clinical Features of Poliomyelitis in Los Angeles,” American Journal of Public Health and
the Nations Health 24, no. 12 (December 1934): 1211, https://doi.org/10.2105/AJPH.24.12.1210.
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hospital with vague symptoms before the big wave of cases and subsequent opinion that the
outbreak was poliomyelitis or another virus. These cases were labeled “missed polio” and some
received this diagnosis when they became disabled, even without the onset of early symptoms. '3°

In terms of care and treatment, clinical reports of a random sample of cases listed
orthopedic immobilization with various splints and frames, serum injections, blood transfusions,
and even lumbar punctures to relieve headaches thought to be caused by spinal fluid pressure.
There was low professional confidence in preventative and therapeutic technologies. Observing
the outbreak in 1934, Leslie Webster described the bind doctors faced in refusing “the absolutely
useless protective serum” to frightened patients, while in the newspapers other doctors trumpeted
the serum’s prophylactic power, stoking public confidence. The technology would not be fully
developed until the advent of gamma globulin therapy in the early 1950s and was being applied
in ineffectively small doses at this time.!%¢

In addition to the prophylactic serum, a convalescent serum was administered on some of
the epidemic’s victims. The serum failed, and a few “fatal cases seen early in the epidemic” still
died despite receiving it.!3” This led three doctors who treated the epidemic’s patients at the
County General Hospital to speculate that a different strain was responsible, based on Burnet and

Macnamara’s demonstration of different strains of poliomyelitis.

'35 This resembles recent debates about long COVID and whether asymptomatic cases who later develop disability
resembling long-COVID should be counted. Yirui Ma et al., “Long-Term Consequences of Asymptomatic SARS-

CoV-2 Infection: A Systematic Review and Meta-Analysis,” International Journal of Environmental Research and
Public Health 20, no. 2 (January 16, 2023): 1613, https://doi.org/10.3390/ijerph20021613.

3¢ K. B. Megha and P. V. Mohanan, “Role of Immunoglobulin and Antibodies in Disease Management,”
International Journal of Biological Macromolecules 169 (February 1, 2021): 28-38,
https://doi.org/10.1016/j.ijbiomac.2020.12.073.
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The therapeutic use of lumbar puncture is interesting—Gilliam notes that few employees
received a lumbar puncture as a diagnostic test. Those that did had findings “entirely
inconsistent” with poliomyelitis, with no pleocytosis (increased cell count in the spinal fluid) that
would be taken for a characteristic finding, enough to diagnose polio. There was increased
pressure in the spinal fluid, however, which can cause headache, vertigo, and vomiting. Doctors
considered the lumbar puncture to be a treatment for this while Gilliam was more agnostic:
“there was a general impression among the clinicians that removal of fluid was beneficial, but
the records are not sufficiently complete to count accurately those benefited and those not
benefited.”!3® Because the disease’s symptoms indicated infection and a “generalized increase in
cranial pressure” as would be expected in a disease like meningitis or encephalitis (a condition
that can occur in various viral infections), doctors apparently felt confident that the lumbar
puncture would not harm patients, as it would if a mass in the brain was instead causing the
increased intracranial pressure. In the latter case, a lumbar puncture would relieve the pressure
and cause the mass to shift or expand, risking potentially deadly herniation in the patient’s
brainstem. '*°

The other main form of polio treatment at this time was immobilization, described by
Paul as “that unfortunate era in the orthopedic treatment of the disease.” Rigid immobilizations
reportedly had the effect of worsening pain symptoms. He wrote, “it was a time when the
common practice was to erect an elaborate set of frames and pulleys over the beds” so that it
looked as if patients had suffered “extensive trauma inflicted in a disaster area, whereas in

actuality, very few patients turned out to have any paralysis at all.” During the outbreak, nurses

138 Gilliam, “Epidemiological Study of an Epidemic,” 32-33.
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coming into the hospital for treatment were received by interns (because the attending physicians
stayed home for fear of contracting polio) whose “earnest ministrations” followed the reigning
enthusiasm for immobilization of the day. The interns therefore applied copious plaster casts,
some total immobilizations in Bradford frames, and in some cases erected frames over the
patient’s bed with pulleys hoisting limbs in the air. Though the nurses may or may not have had
polio, “by the time the interns got through with them” they certainly looked like paralytic polio
patients and—according to Paul, years later—had “the frightening thought that they might never
be able to walk again.”!40

This also acted as an experimental design flaw akin to the Rockefeller-Yale team’s use of
highly filtered oral washings when trying to reproduce the disease in Rhesus monkeys. This time,
Gilliam was thwarted in collecting accurate data on the presence and extent of muscle weakness
in patients, not to mention the muddling of paralysis and weakness, as the patients were being
treated for paralysis with immobilizations, while actually just experiencing muscle weakness,
without any definite cases of paralysis.!#! Paul argues this misguided method of treatment
persisted unchallenged until the arrival of Sister Kenny to the US in 1940, taking the country by
storm with her alternative method for treating polio based on heat and massage.'*?

Patients often recovered only to relapse after returning to work. Although none died,
many patients reported fatigue long after the acute phase of their illness ended. “Constitutional

symptoms” like vomiting and headache were also pronounced during these “recrudescences.”!*

140 Paul, 4 History of Poliomyelitis, 339.
1 Gilliam, “Epidemiological Study of an Epidemic,” 26.
42 Paul, 4 History of Poliomyelitis, 342-43.

43 Gilliam, “Epidemiological Study of an Epidemic,” 25.
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Gilliam described how the fear and anxiety around these flare-ups kept victims “keyed up” that
one would happen again. These relapses were associated with “untimely overexertion or with
some phase, usually the onset, of the menstrual cycle,” though Gilliam notes that “a few of the
‘relapses’ were unquestionably hysterical in nature.”!#4

In summary, doctors had all kinds of technological measures they could apply to the
patients on the assumption they had poliomyelitis, but such diagnostic, prophylactic, and
therapeutic measures could not help to distinguish a straightforward polio epidemic from the
more atypical hospital outbreak because they were likely to have been ineffective in both.

Gilliam concluded noting that “certain observers were of the privately expressed opinion
that hysteria played a large role in this outbreak.” Though he acknowledges that hysteria
undoubtedly played a role in the hospital epidemic, he does not think it was the root cause,
writing “it appears extremely unlikely that many of the cases were purely hysterical in nature. In
addition, from an epidemiological point of view, the disease was distributed as an infectious
disease would be expected to be distributed...” Gilliam’s top two theories of the epidemic were
that it was poliomyelitis or another central nervous system infection of unknown etiology. To
him, they were the most parsimonious epidemiological explanations, trumping any clinical
uncertainty.

Who could these “certain observers” have been? Publications and court records attest to
several residents’ and interns’ experiences during the outbreak which do not address the

psychological component of the epidemic head on. Additionally, one polio researcher’s letters

home to his wife are preserved in Paul’s book and his archive at Yale, and contain some
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suggestive phrasing. While these are obviously two different kinds of document, it’s worth
comparing them side by side.

Gilliam may have been referring to Rockefeller polio scientist Leslie Webster, whose
letters home to his wife while investigating (and attempting to isolate a pathogen for) the Los
Angeles epidemic form a large part of John Paul’s chapter on the outbreak in his 4 History of
Poliomyelitis. When Webster brought up the hospital epidemic it was simply to express his doubt
that polio was responsible. “Personally, I question whether it is polio—but that is a matter of
opinion, purely.” Webster was circumspect, however, about whether a virus or hysterical
contagion were present either singly or together, writing that “an epidemic like this is almost like
the battlefront—in the one case, “shell shock: develops, in the other “‘queer polio.””!4

On the other hand, many observers based more permanently in Los Angeles at the time of
the epidemic were less skeptical. In a civil case brought before the Second District Court of
Appeal, a doctor sought payment from the Los Angeles County for expenses incurred in
supporting a nurse affected in the epidemic. I discuss the case in more detail below, but here |
will point out that a key issue in the trial hinged upon whether the extensive care (at a private
medical spa) the nurse received was warranted, or whether the hospital could have provided
sufficient care alone. A resident testified that the situation at the hospital was crowded and
chaotic, and that the nurse developed a condition “bordering on psychosis” while in the crowded

infectious disease ward. This, along with her muscle tenderness, cleared up at the desert health

spa.!*® The fact that her mental symptoms did not disqualify her from medical treatment, and

48 Paul, 4 History of Poliomyelitis, 218—19.

46 Los Angeles County v Industrial Accident Commission, No. Civ. 10506 (District Court of Appeal, Second
District, Division 1, California April 2, 1936). In siding with the doctor (and the Industrial Accident Commission
which backed up his claim to compensation) the court wrote, “petitioner's own general hospital resident physicians
testified that the prevalence of the epidemic, and the large number of general hospital employees stricken with
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the fact that they returned when she returned to the county hospital from the spa, prompting the
county’s Board of Supervisors to send her back to the spa (this time with her care covered by the
hospital under the Workmen’s Compensation Act) would point to these local actors viewing the
presence of psychiatric symptoms as simply one part of the overall epidemic picture. This is not
at odds with the idea that “hysteria played a large role,” but the story of the medical spa implies
that the doctors viewed hysteria as a potential consequence of hospitalization for poliomyelitis,

not a cause.

Epidemic as Experience

Even an only-partially articulated explanation of a mental etiology nonetheless served to
stigmatize patients experiencing longer term disability from the disease. Two Los Angeles
physicians describing the epidemic years later wrote that the “chief complaints” of patients
during the epidemic like “fatigue, insomnia, impaired memory, emotional instability, and
hysterical episodes” were “misinterpreted” by doctors who labeled them “malingerer” or
“compensationitis.” Unsurprisingly, “this attitude often produced a conflict between the patient
and the attending medical staff, and the patients were transferred from clinic to clinic, and from
department to department.” !4’

More disturbingly, “many [of the nurses affected during the epidemic] had

hysterectomies because the virus was thought to be in the uterus, causing the emotional and

infantile paralysis, impaired considerably the hospital facilities for properly treating this employee, and that the
existence of so many infantile paralysis cases around and about her in the general hospital tended to affect her to a
point where she was bordering on a psychosis, necessitating, among other things, a change of environment from the
county general hospital to effect a cure; and these facts were undisputed”

47 A. A. Marinacci and Karl O. Von Hagen, “The Value of the Electromyogram in the Diagnosis of Iceland
Disease,” Electromyography 5, no. 4 (1965): 243.
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mental symptoms.”!*® A social worker carrying out a study on the situation the nurses faced after
contracting the disease at work reportedly found that “surgery has been done to relieve certain
gynecological and genitourinary conditions” which were elsewhere listed as dysmenorrhea,
amenorrhea, rectal fistulas, and fissures.'* One public health doctor reported to the LA County
Board of Supervisors that an enormous volume of gynecologic surgery had been done in his
district, seventy five in total including one complete hysterectomy, dozens of partial and
complete oophorectomies, and eight cervical cauterizations. This inspired “considerable
criticism” from many physicians. !>

In the case of the nurses at the Los Angeles County General Hospital in the 1930s, who
were white and presumed sick, it is possible that the gynecological surgeries were performed
with therapeutic intention.'>! Hysterectomy and other surgical sterilization procedures have a
long history which is entangled with race, class, and biopolitics. The therapeutic rationale for the
procedures in this case is difficult to untangle from the eugenic policies disproportionately

directed at lower class, disabled, and/or nonwhite women, given that radical gynecological

surgery is more often performed on lower class, rural, and Black and Indigenous women across
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national contexts.!>? California has been at the forefront of eugenic sterilization efforts in the
United States since the late 19™ century, historian Alexandra Minna Stern argues in Eugenic
Nation.">* Stern shows how California fostered a strong program of sterilization for anyone seen
as unfit and accounted for 80 percent of sterilizations nationwide by 1920, only eleven years
after their initial sterilization law was passed, the third state in the US to pass such a bill.
Examining the paperwork from hundreds of sterilizations, Stern saw diverse rationales given for
the procedure, including therapeutic, eugenic, and punitive.

This legacy would become starkly reanimated years later when a gynecologist at the Los
Angeles General Hospital become the defendant in a 1978 Supreme Court case about involuntary
sterilization. The Madrigal v. Quilligan case centered around several Mexican American women
who had been pressured into consenting to sterilization surgeries; the women often did not speak
English, had in some cases just given birth, and were in some cases told the surgery was
reversible. !>

The history of labor struggle during the New Deal era in Los Angeles also informed the
context and outcomes of the outbreak. In Leslie Webster’s first letter home from LA on June 15,
1934, he noted that when the scientists arrived to a grand welcome from the press, “the mayor
had been called to quell a riot but we met his brother.” The Yale scientists’ arrival coincided with

the 1934 Longshoreman Strike taking place in the spring and summer across the West Coast,
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credited with revitalizing the West Coast labor movement. The 83-day strike secured the
longshoremen union recognition after erupting in violence between strike breakers, private
security forces, and police.!3

Local newspaper coverage shed light on the work and plight of the County General
nurses, including their high spirits around Christmastime, when many were still recuperating in
hospital from their original sickness or during a relapse.'*® The Heraldsburg Tribune called the
nurses the “real heroes of the LA paralysis epidemic,” showing several smiling immobilized
nurses in hospital beds.

The issue of workers compensation, so hotly debated upon Paul’s arrival in Los Angeles,
proved to be an enduring concern and one of the long-term outcomes of the epidemic, rather than
any clinical breakthroughs or epidemiological insights. The graduate nurses at the hospital were
members of the California State Nurses Association, District Five, a professional association
formed in 1903 by ninety-six nurses in San Francisco. Student nurses, the other group employed
at County General, were apparently not eligible for membership until after their training. Nurses
affected during the epidemic were able to use their professional association to fight for better
care and workman’s compensation when the County, as the administrator of their hospital, was
slow to react and stingy in settling disability claims.

This episode clearly illuminates how a disability approach integrated the epidemic as

medico scientific object and lived experience. Helen Halvorsen, a member of the local nurses’
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union, notes while summarizing the nurses’ activism after the epidemic that “there has been
considerable discussion in medical circles as to the exact nature of the epidemics. Some
physicians believe that the epidemics were typical poliomyelitis; others contend that the course
of the disease is more like that of encephalitis. Whatever the cause may have been, it has resulted
in a very sad and serious condition for those employees who were infected.”!>” Whatever the
cause may have been, action must proceed from the effects, she argued.

The epidemic and the resulting disputes came at a pivotal moment in nursing history. The
1930s saw a “great transformation” in nursing employment, away from private homes towards
hospital employment. During the Depression, at-home nursing jobs dried up and nurses began
increasingly to work in hospitals at jobs with low salaries and long hours. Hospitals were initially
reluctant to shift their labor force away from student nurses, who received miniscule stipends
with room and board in exchange for professional training, but the exigencies of the Depression
provided the impetus for this major shift, helped along by Blue Cross financing (i.e. prepaid
health plans) and insurance reimbursements underwriting the use of more expensive graduate
nurses. '8

In cases of workers compensation, courts in the 1920s and 30s repeatedly ruled that
nurses engaged in short term jobs through an arrangement between hospitals and registries were

not “workers” but “professionals” who exercised trained skills on the job, where manual labor
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was “simply incidental” to the real substance of their work.!** However, a nurse could be
considered an employee and thus eligible for workmen’s compensation if her position was
permanent, had consistent working hours, and entailed following whatever orders the employer
gave her. The LA County Hospital graduate and student nurses fit this bill at the time of the
epidemic. The aforementioned “great transformation” in nursing employment brought these legal
questions increasingly to the fore in the 1930s. Whereas previously, trained nurses employed in
private homes encountered conflict between their self-perception as professionals and the
sometimes mismatched perceptions of employers and other household staff who categorized
them as another domestic servant, now nurses entering into formal contract employment with
hospitals navigated the enhanced workplace responsibility (and prestige) of a professional
position versus the labor protections for employees, enshrined in progressive legislation and New
Deal laws like the National Recovery Act of 1933.160

The inability to pay for healthcare should the nurses themselves become ill was a central
concern for nurses’ associations, who sought to establish guidelines for adequate pay and job
safety, while being urged not to unionize by the American Nurses Association. 1! District five of
the California State Nurses Association, like several other state and local nurses’ groups,

occupied a more militant, progressive position than ANA, and had been organizing for an eight
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Compensation under Workmen’s Compensation Acts?,” The American Journal of Nursing 38, no. 2 (1938): 132-36,
https://doi.org/10.2307/3413781. Quoting the court case Baltimore v. Smith, 168 Md. 458, 177 A. 903 (Md. 1935).
160 Reverby, Ordered to Care: The Dilemma of American Nursing, 1850-1945, 186-87.

81 California Nurses Association - History Video Part 1 of 3, 2009,
https://www.youtube.com/watch?v=5GhJ1NIeS2Q. The ANA held off on unionizing until the 1940s.
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hour workday since 1929.19? In the aftermath of the hospital epidemic, District five rallied
around the stricken nurses to help them access care, receive appropriate levels of monetary
compensation, and establish better training and protection for nursing personnel during future
epidemics. In 1936, during another stage of the battle for compensation, “some of the patients
put on braces, long discarded, used wheelchairs and held placards in President Roosevelt’s
parade.”'6® This protest resembles later disability rights protests like the capital crawl in making
visible the experiences of disability for people in power.

The battle for compensation was lengthy, complex, and ultimately successful, fought by
the nurses’ group, physicians from the hospital, county medical officials, and the County Board
of Supervisors. This fight ended up at the California Court of Appeals in one case, wherein
graduate student nurse Esther Patricia Allen won coverage of her specialized care after falling ill
at the height of the epidemic. The intricacies of the case are revealing of doctors’ attitudes
towards psychiatric symptoms during the outbreak, and so it is worth exploring in detail.

Allen had a typical experience during the epidemic, falling ill right at the peak of cases
before being admitted to the hospital herself. As a nurse on duty in the psychopathic ward she ate
with fellow nurses in the contagious disease building, until May 28" when she worked in the ear
and nose clinic and was exposed to polio patients “as a nasal discharge or running nose is one of
the symptoms of this disease.” Four out of the ten nurses on the psychopathic ward contracted
polio while three out of the four nurses and the resident physician in the ear and nose clinic

contracted polio. Allen fell ill at an unspecified date prior to June 5", whereupon she was

62 Reverby, Ordered to Care: The Dilemma of American Nursing, 1850-1945, 187; Ethel Swope, “The Eight-Hour
Day Makes Progress,” The American Journal of Nursing 33, no. 12 (1933): 1147-52,
https://doi.org/10.2307/3412238.

'63 Martin, The History of the Los Angeles County Hospital, 1878-1968, and the Los Angeles County-University of
Southern California Medical Center, 1969-1978, 124.
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admitted to the increasingly crowded general hospital. Lacking sufficient nursing care and
surrounded by “scores” of fellow patients, she “developed a mental condition bordering on
psychosis,” according to two residents working at the time. Interestingly, one of the former
interns, Dr. Sidney Garfield (who would later go on to found Kaiser Permanente), was reported
to know Allen, and began paying for her care, specifically for private nursing due to the labor
shortage around the hospital at the peak of the outbreak. Given Allen’s mental state, Garfield
thought she should be placed in “another hospital where special diet could be provided, more
detailed care given, and more healthful environment obtained.” He then moved her—without the
knowledge of the hospital residents or the county official in charge of workman’s compensation
cases—to his own hospital in the Colorado dessert at Mecca, California. There, she steadily
improved until November 2, 1934, when doctors felt she could further improve with “a pool for
physiotherapy, also special food, and pleasant environment,” and thus transferred her to
Arrowhead Springs, a resort and spa in San Bernardino, where she was attended by a full-time
nurse. Allen was receiving excellent care, and while Garfield forwarded the bills to the county,
the county refused to pay. Garfield apparently had to sue the county for payment, and won the
case, leading the county to appeal.!¢*

The appeal case hinged on whether the hospital, as operated by Los Angeles County, was
unable to provide adequate care in line with its obligation to workers injured on the job.
Residents testified on her and Gartfield’s behalf that the quality of care was indeed compromised

by the chaos of the epidemic, and furthermore being surrounded by so many fellow cases

164 “County of Los Angeles v. Industrial Accident Commission, 13 Cal. App. 2d 69 (1936) | Caselaw Access
Project,” accessed January 6, 2024, https://cite.case.law/cal-app-2d/13/69/.
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“tended to affect her to a point where she was bordering on psychosis.” In Allen’s case, at least,
her mental symptoms were a product of the environment, not intrinsic to the disease.'®

When Allen returned to the general hospital as a patient on February 5™, a full seven
months after her initial hospitalization, her condition worsened and symptoms from her initial
stay there returned. The LA County Board of Supervisors were informed and immediately
authorized her return to the Mecca hospital and payment for her care to be dispensed. This action
may have been decisive in Allen and Garfield winning the appeal, as it showed the county agreed
that care at the general hospital was insufficient and care at an alternate (and upscale desert spa)
facility warranted. The county was ordered to pay Garfield the $2,562.98 he had spent on her

care. 100

Conclusion

The local character of the outbreak proved central to later characterizations and analyses
of its importance for medical history. In his 1974 history of polio, Paul wrote “The dramatic
aspects of the 1934 epidemic were certainly exaggerated, probably because Los Angeles is by no
means a typical American city.” %7 Webster wrote his first letter home to his wife “from that
greatest, biggest, largest, most—and other superlatives, according to those inhabiting it—city of

dreams.”!68

165 “County of Los Angeles v. Industrial Accident Commission, 13 Cal. App. 2d 69 (1936) | Caselaw Access
Project.”

166 This is equivalent to about $60,268 in 2025. “CPI Inflation Calculator,” Bureau of Labor Statistics, accessed May
12, 2025, https://www.bls.gov/data/inflation_calculator.htm.

87 Paul, 4 History of Poliomyelitis, 212.

168 Paul, 215.
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As a metropolis, Los Angeles was built on a myth as a land of sunshine and economic
promise derived from real estate and oil speculation. The city’s late 19 century boosters drew a
massive influx of middle-class Midwesterners seeking health and wealth to what had been a tiny
set of ranching communities just decades before. Starting in the 1920s, American and European
commentators viciously debunked the sunny mythology of Los Angeles as a desert oasis free of
the labor struggle roiling other major American cities since the Gilded Age, arguing that the city
lacked either the urbanism or urbanity of a proper city and showing “the centrality of class
violence to the construction of the city.”!%’ By the time the atypical polio outbreak occurred, Los
Angeles had a public image thoroughly shaped by noir fiction that presented it as “a deracinated
urban hell.”!7° Whether Paul referred to this noir concept of LA or just a straightforward
Hollywood drama and flair for spectacle, his intention was clear. The down on their luck middle-
class nurses and the frenzied media circus each shaped the legacy of the epidemic.

Too, various small choices seemed to have outsized effects of the epidemic’s subsequent
appraisals. Paul lamented, “In retrospect, several of these decisions were unfortunate. It was all
too clear that we had not used the proper gambit.”!”! The nascent state of polio science could be
blamed for much of this, where factors of the virus’s pathology and epidemiology that were
unknown at the time would eventually explain the scientists’ failures, if not the nature of the
disease itself.

Perhaps seeking a clear scapegoat and path of culpability, some have charged that

Gilliam’s diligent report was suppressed by higher ups, though this picture is hard to square with

89 Mike Davis, City of Quartz: Excavating the Future in Los Angeles, 1st Vintage Books ed. (New York: Vintage
Books, 1992), 32.

170 Davis, 32.

71 Paul, 4 History of Poliomyelitis, 214.
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Leake’s supportive, if vague, foreword to the report’s eventual publication in 1938.!7? Another
attention-grabbing epidemic, the first recorded outbreak of St. Louis encephalitis, occurred in
1933 and was written up and published in the Public Health Bulletin in 1935.!73 The St. Louis
epidemic, however, was a public health triumph for the quick recognition of the disease’s
etiology and mechanism of spread.!”*

This story of the first outbreak of a disease resembling poliomyelitis that would be later
identified as chronic fatigue syndrome reveals the interplay of clinical, experiential,
epidemiological, and pathological evidence in shaping various actor’s conclusions about the
disease. Clinical practice at the time dictated a particular approach to a disease that was
presumed to be poliomyelitis, epidemiological practice too could grasp the disease as if it were
another infectious disease and see how well it fit the expected patterns of outbreaks. Pathological
studies attempted to enact poliomyelitis but were thwarted by methodological errors and the
absence of adequate supplies of lab animals. For the epidemic’s victims and their medical
colleagues, the outbreak was a call to action to give care and treatment, without foregrounding
questions of the disease’s cause or identity.

This episode demonstrates a series of failed enactments and how assumptions about
poliomyelitis proscribed certain approaches within each of the sciences involved in responding to

the outbreak. Methods in clinical medicine, pathology, and epidemiology assumed that polio was

72 Gilliam, University of Virginia Oral History Project Interviews with Alexander G. Gilliam, Jr., 6.

173 “Public Health Bulletin No.214-219, 220 1939.,” HathiTrust, accessed March 23, 2025,
https://hdl.handle.net/2027/ucl.b4619180?urlappend=%3Bseq=9.

74 Joseph F. Bredeck, “The Story of the Epidemic of Encephalitis in St. Louis,” American Journal of Public Health
and the Nations Health 23, no. 11 (November 1933): 1135-40, https://doi.org/10.2105/AJPH.23.11.1135; L. L.
Lumsden, “St. Louis Encephalitis in 1933; Observations on Epidemiological Features,” Public Health Reports
(Washington, D.C.: 1896) 73, no. 4 (April 1958): 340-53.
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the cause of the outbreak, and when this could not be determined, the remaining options were
hysteria or an unknown virus. The epidemic also moves the idea of “contested illness” back
further in the historiography than has typically been acknowledged. Though the term first arose
in the 1980s to describe contemporaneous struggles over disease definition, this episode shows
patients contesting public health uncertainty by arguing forcefully for medical care and disability
benefits. In court cases and public protests, the nurses advanced their knowledge of the condition
based on their own bodies and experiences of disability.

The outbreak report eventually came to the attention of Rockefeller Foundation scientists
in 1948 who were attempting to help Iceland respond to its own outbreak resembling

poliomyelitis.

79



Chapter 2: Akureyri, Iceland 1948-1949, An Outbreak “Simulating”
Polio

It’s late in the year 1948 in Akureyri, in the north of Iceland. Ships carrying fish or
tourists traverse down the longest fjord in Iceland to reach the city’s harbor, 60 kilometers from
the sea and deep enough to drop anchor right by the pier.'’> Entering the harbor, one can see the
twin spires of the “ultra-modern” concrete church rising on the hillside.'’® In the town and its
surrounding farming districts, the roughly 10,000 residents are going about their lives as
normal, attending school dances, packing herring and cod, growing oats and potatoes, and
skiing the slopes above town. In September and October, a few residents fall ill and are
diagnosed with polio. The District Health Officer notes the cases, but because diagnosis is
easy—the patients are all heavily paralyzed—and the seasonal distribution is typical—late
summer or early fall—nothing seems out of the ordinary."”’ Epidemics of poliomyelitis have been
visiting the country since 1904, lately recurring almost yearly.'’® By November, more and more
cases rapidly accumulate, to the apprehension of the district health officer Johann Thorkelsson.

By the end of the month, however, Thorkelsson reports—with dread? With a sneaking suspicion

78 Visit Akureyri, “History of Akureyri,” Visit Akureyri, accessed November 27, 2023,
https://www.visitakureyri.is/en/about-akureyri/history-of-akureyri.

76 Agnes Rothery, Iceland, New World Outpost (New York: Viking Press, 1948), 104.

77 “Seasonal Distribution of Poliomyelitis,” American Journal of Public Health and the Nations Health, accessed
January 4, 2024, https://ajph-aphapublications-org.ezp-prod1.hul.harvard.edu/doi/10.2105/AJPH.40.10.1296; Bjorn
Sigurdsson et al., “A Disease Epidemic in Iceland Simulating Poliomyelitis,” American Journal of Epidemiology 52,
no. 2 (September 1, 1950): 222-38; J. E. GORDON, “DIAGNOSIS OF EARLY POLIOMYELITIS,” Journal of the
American Medical Association 99, no. 13 (September 24, 1932): 1043—48.

78 Richard Taylor, “Taylor, Richard - Diary - VIR, 1949 Box 1 Folder 4” (1949), Rockefeller Foundation records,

Projects, SG 1.1, Series 300- 833, Latin America, Europe, Africa, Asia, Oceania (FA386b) Iceland - General (No
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of things not adding up? —that this epidemic is evidently very different from previous polio

epidemics.'” He calls in reinforcements from the capital.

This is a story without closure. This chapter discusses an outbreak remarkably like the
Los Angeles atypical poliomyelitis outbreak of 1934, but which instead took place in the north of
Iceland in the winter of 1948 and 1948. We may never know what disease affected hundreds of
Icelanders that winter. Instead, this is the story of an epidemic in a seemingly far-flung place that
nevertheless achieved international fame and spawned a new medical diagnosis: Iceland disease,
benign myalgic encephalomyelitis, or epidemic neuromyasthenia. At the time described as
“simulating poliomyelitis,” the outbreak evaded the understanding of the doctors, patients,
epidemiologists, and virologists drawn into its orbit, which bifurcated the historical trajectories
for Iceland disease as a medical object and the outbreak as it was experienced by Icelandic

people and society.

The outbreak investigation team from Reykjavik included a professor of pathology, a

professor of hygiene, '3

and the national Director of Public Health. They would eventually enlist
several more doctors, including a neurologist and neuropsychiatrist to grapple with the disease’s

strange form. As the epidemic took shape, cases piling up as doctors visited bedside after

bedside, doctors noted its many similarities to polio. Like polio, it appeared to affect the central

7% Bjorn Sigurdsson et al., “A Disease Epidemic in Iceland Simulating Poliomyelitis,” American Journal of
Epidemiology 52, no. 2 (September 1, 1950): 222.

"80 Julius Sigurjonsson is sometimes referred to as a professor of hygiene and sometimes as a professor of
epidemiology. Public health historian Elizabeth Fee has noted that in the American context, “hygiene” implied the
German-influenced laboratory approach, while “public health” referred to the English model of administration,
emphasizing sanitation and engineering.

81



nervous system, causing pain, headaches, and weakness in the limbs. It also spread among
households, a common feature of polio outbreaks. The similarities, however, ended there.
Though the individual cases strongly resembled polio, when considered in the aggregate,
the dissimilarity was striking: the disease appeared milder and had far fewer paralytic cases than
typical; “when paralysis did occur it had a different distribution, affecting more individual
muscles,” than the groups of muscles connected along damaged nerve tracts which are typically
seen in paralytic polio cases; pins and needles and skin hypersensitivity were common;
“muscular pain was frequently severe...and deaths were rare.” '8! Epidemiologically, too, it
appeared to have quite a different outline from a typical polio outbreak: it affected many more

182 it struck in the winter rather than the summer, and had an

adolescents and adults than children,
alarmingly high incidence—6.7 per cent of the population in Akureyri. The sex distribution also
differed, with significantly more female than male victims. By February, 488 people had fallen
11,183

Other features of the epidemic were quite outside the norm for polio: “insomnia was not
uncommon and mental symptoms, hysteria, neurasthenia, or loss of memory were evinced by

many and were frequently persistent.” 84 Listing hysteria and neurasthenia as symptoms of a

condition might seem strange, but by the 1940s hysteria had ceased to be a distinct neurological

81 Taylor, “Taylor, Richard - Diary - VIR, 1949 Box 1 Folder 4.” Gordon, “Diagnosis of Early Poliomyelitis.”

82 The idea that the epidemic had an abnormally old age distribution is somewhat misleading. The average age
range affected in polio outbreaks (including very typical ones where poliovirus was isolated from victims) had been
increasing in recent decades by the 1940s, probably owing to improved sanitation, so very young children weren’t
exposed to the virus when it would produce a mild or even asymptomatic infection. Nonetheless, reports of
outbreaks with “unusually” high numbers of older adolescents and adults affected were the norm throughout the
1930s and 40s, see Rogers, Dirt and Disease; Paul, A History of Poliomyelitis.

83 Sigurdsson et al., “A Disease Epidemic in Iceland Simulating Poliomyelitis,” 223.

"84 Taylor.
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condition and was considered instead a dimension of illness or even of the patient’s personality
which manifested in their illness experience.'® Neurasthenia, too had journeyed from its late
nineteenth century origins in neurology to the realms of psychology, psychiatry, and
psychoanalysis, where it became more of a symptom, i.e. exhaustion, than a disease entity in its
own right.'®¢ In Akureyri, within short clinical histories the doctors dryly noted depressive
psychosis, “violent seizures” and “unrationality” alongside fevers, altered or abnormal reflexes,
and headaches.'®” None of this was typical, although polio’s typical incidence in very young
children had previously made psychiatric considerations less useful.'® What sort of disease were
they dealing with? How to describe this strange disease that was both like and unlike polio? The
investigators decided it “simulated” polio, a term which would reference its peculiar neurologic

character and prime debates about the biological reality of the condition.'®

Simulation
With a newly printed outbreak investigation form in hand, Dr. Thorkelsson approaches

the house of a suspected case. The small card, half a sheet of letter paper in size, contains dotted

85 Mark S. Micale, “On the ‘Disappearance’ of Hysteria: A Study in the Clinical Deconstruction of a Diagnosis,”
Isis 84, no. 3 (1993): 496-526.

88 R. H. Prince and F. Tcheng-Laroche, “Neurasthenia and Its Transformations in Western Psychiatry,” in
Psychiatry The State of the Art, ed. P. Pichot et al. (Boston, MA: Springer US, 1985), 623-28; Barbara Sicherman,
“The Uses of a Diagnosis: Doctors, Patients, and Neurasthenia,” Journal of the History of Medicine and Allied
Sciences 32, no. 1 (1977): 33-54.

'87 Taylor. Case history taken by Dr. Jon Hjaltalin Sigurdsson. “He was unrational during the first days. He claims to
have lost his memory.”

88 In Wilson’s Neurology from 1940, however, he notes “children physically and mentally robust often succumb (an
observation made by Heine in 1840 and frequently since); the fact largely excludes any question of psycho- or

neuropathic inheritance.” S. A. Kinnier Wilson, Neurology, ed. A. Ninian Bruce, William Wood Book (Baltimore:
Williams & Wilkins, 1940).

'89 Sigurdsson et al., “A Disease Epidemic in Iceland Simulating Poliomyelitis.”
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lines for recording important clinical and epidemiological information. Name? Lets call her
Katrin."° How old is the patient? Forty-one years old. When did she fall ill? December 30",
three weeks ago. Was she paralyzed, and where, and for how long? Her right arm. Her doctors
noted it was weak on January 3'¢, but she was still able to move it freely. Now, on January 17",
Thorkelsson approaches the patient’s bedside and asks her to wiggle her fingers, then spread
them out. She does so normally. Placing his hand against the outside of her forearm, he asks her
to move the arm away from her body,; she cannot. But when he asks her to move it back towards
her body, she can. When asked to bring her forearm up to her chest, she can only do so weakly.
Elsewhere, the form instructs, the doctor is to report more detailed information about recovery,
paralysis, remaining symptoms, and neurotic symptoms. The next day, her arm paralysis seems
to have vanished."!

Does Thorkelsson experience a flicker of doubt after performing the exam? On the
surface, the findings are not consistent with polio or other organic neurological disorders.
Though not a neurologist, perhaps he is aware that complaints of weakness and paralysis can
often arise from the patient’s mind, and that neurology has an extensive toolbox for ferreting out

such deceptions.'”> Or perhaps he's encountered recent medical literature describing the

%0 In an appendix to his diary of his trip to Iceland, Taylor attached Thorkelsson’s case descriptions of patients the
DHO saw in Akureyri. Case 8 is a woman identified as K.J.

91 Bjarni Atlasson, trans., “Landleeknir VI 1949” (August 27, 1949), National Archives of Iceland. Thorkelsson’s
case reports, reproduced in Taylor’s officer diary, read “[On January 17] her right arm became paralyzed to
abduction, but she could move her fingers and could also move her arm to her body. There was weakness of flexion
of her forearm.” The description of the exam is drawn from Derek Denny-Brown, Handbook of Neurological
Examination and Case Recording (Cambridge, Massachusetts: Harvard University Press, 1946).; Edward J. Fine and
M. Ziad Darkhabani, “Chapter 16 History of the Development of the Neurological Examination,” in Handbook of
Clinical Neurology, ed. Michael J. Aminoff, Frangois Boller, and Dick F. Swaab, vol. 95, History of Neurology
(Elsevier, 2009), 213-33.; and Roy R. Grinker, “Technique of Neurological Examination,” in Neurology,
(Springfield, I11.; Baltimore, Md.: C.C. Thomas, 1934)..

92 Fine and Ziad Darkhabani, “Chapter 16 History of the Development of the Neurological Examination”; Detecting

hysteria has been a goal of reflex testing for a long time in neurology. Fine and Darkhabani note that “Babinski
emphasized that the presence of this sign excluded hysteria” around the turn of the twentieth century (224). Corinna
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manifold symptoms of limb paralysis that poliomyelitis can produce. “As a rule, affected units
[i.e. muscle groups associated with individual nerve tracts] are involved simultaneously; but
ascending or descending progression is at times to be observed—at times, too, a ‘jump,’ after an
appreciable interval, from one limb or side to another...The distribution of motor loss, and its
severity, vary within the widest limits,” intones a textbook from 1940.'%3 So maybe these findings
are not outside the bounds of a typical clinical case, and anyway, Thorkelsson has good reason
to be concerned. Recently in Iceland, the fatality rate of polio has averaged five to ten per
cent."* A few days after he examines this patient, an article will come out in Science announcing
that virologists in America have cultured poliovirus in a test tube, a major step in developing a
vaccine, but that final breakthrough is still years away and unknown to Thorkelsson.'>> By now,
is he already thinking of the disease as a simulation?

The term “simulation” used in the English language write-up of the outbreak reveals
different epistemological orientations that the investigators took to understand the

phenomenon.'?® As infectious disease doctors and epidemiologists they had a model of a typical

Daum, Monica Hubschmid, and Selma Aybek, “The Value of ‘Positive’ Clinical Signs for Weakness, Sensory and
Gait Disorders in Conversion Disorder: A Systematic and Narrative Review,” Journal of Neurology, Neurosurgery
& Psychiatry 85, no. 2 (February 1, 2014): 180-90.In this review, the authors searched medical literature since the
1960s for tests that purported to assess organic versus functional neurological symptoms. Though some were
elaborate or cumbersome, many simple tests apparently had high specificity but low sensitivity, making them useful
in clinical practice.

198 S. A. Kinnier Wilson, Neurology, ed. A. Ninian Bruce, William Wood Book (Baltimore: Williams & Wilkins,
1940), 232.

94 Taylor, “Taylor, Richard - Diary - VIR, 1949 Box 1 Folder 4.”

9 J. F. Enders, T. H. Weller, and F. C. Robbins, “Cultivation of the Lansing Strain of Poliomyelitis Virus in
Cultures of Various Human Embryonic Tissues,” Science (New York, N.Y.) 109, no. 2822 (January 28, 1949): 85—
87, https://doi.org/10.1126/science.109.2822.85.

"9 Jeelandic sources from the outbreak favored the phrase menuveiki, spinal disease, or barnalomunar, paralytic
disease in children, both synonymous with polio. These aren’t retrospective the way the English article is, but were
produced within the context of the outbreak response, so it’s hard to gauge what was meant by using the term
poliomyelitis. Bjarni Atlasson, trans., “Landleknir VI 1949” (August 27, 1949), National Archives of Iceland.
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polio epidemic and public health response that this outbreak markedly differed from, while as
clinicians the disease confounded them for its similarity to the typical polio they knew. A
virologist involved appeared to use the term colloquially; simulation was similarity. A disease, a
symptom, or even a laboratory finding could simulate another known entity.!®” For the
neurologist involved with the investigation, “simulation” was a live, working concept, though
ambiguous in its meaning. Simulation is a term of art in neurology, going back to Jean Marie
Charcot’s classic studies of hysteria in the 1880s and 90s.!°® For Charcot, simulation was often
an exaggeration on top of a real neurological condition, and he viewed hysteria as an organic
nerve condition whose exact anatomical lesion had yet to be pinpointed. Later, once hysteria
became an inorganic dimension of illness, hysteria itself became the simulation. Thus, simulation
could mean the conscious or unconscious manufacture of a diseases’ symptoms, with or without
confirmation of the actual presence of said condition. As medicine became more and more
technologically precise, more and more disease experiences could not be explained by strict
diagnostic categories, and “simulation” became one container to hold the residual cases.!'®

In Akureyri, some symptoms just did not add up. For patients with reduced sensitivity to
pain, the symptom was “at least highly complicated by functional disturbances or entirely of

hysterical origin as their distribution could not be explained on an anatomical basis.” The

investigators hedged any potential conclusion from this finding by explaining that “during an

97 Taylor. “An isolated sporadic case of what clinically might simulate nonparalytic polio would probably not be
reported.”; “The virus isolated by Dalldorf may produce symptoms simulating pleurisy”; “Most cases show increase
in cell count and protein in spinal fluid—again simulating polio.”

%8 C. G. Goetz, “Chapter 2 - Charcot, Hysteria, and Simulated Disorders,” in Handbook of Clinical Neurology, ed.
Mark Hallett, Jon Stone, and Alan Carson, vol. 139, Functional Neurologic Disorders (Elsevier, 2016), 11-23.

%% The term “atypical” is another and while it is beyond the scope of this paper, it is nonetheless worthy of historical
analysis.
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epidemic of this magnitude and nature is it to be expected that hysterical symptoms be observed,
either alone or in conjunction with genuine symptoms of the epidemic disease. This has
throughout been very much in our minds, but we feel that the clinical picture as presented here is
not grossly distorted or confused by such symptoms or complaints.”?% Nevertheless, they left
open the possibility that both the number of cases and the sex distribution of the epidemic could
have been influenced by the presence of functional disorders alongside the mystery disease, that
is, artificially increasing the number of young women counted as the epidemic’s victims.

In America, doctors had previously noted cases of hysterical paralysis in the context of
polio epidemics. In the New England Journal of Medicine, Dr. Richard Young of Omaha,
Nebraska reported five cases “closely simulating poliomyelitis” during a week in 1946 which
saw a torrent of thirty-four true polio cases. These patients had weakness and increased muscle
tone in certain limbs (both signs of polio) but upon examination had normal reflexes (unlikely
for paralytic polio), and four out of five had previous exposure to a confirmed case of
poliomyelitis. Young theorized that two things might cause hysterical paralysis resembling polio:
an environment of fear caused by polio epidemics and sensational news coverage leading to a
“dissociation in motor activity”; or, more commonly, preexisting emotions or neuroses cause a
conversion mechanism resembling paralysis. Four of the cases were of this former category and
promptly recovered when the nature of their illness was explained to them. One case was of the
latter type and the patient could not accept the explanation her doctors gave her, as she had

“little, if any, conscious appreciation” of the “personal and emotional problems” behind these

200 Sjourdsson et al., “A Disease Epidemic in Iceland Simulating Poliomyelitis,” 231. Emphasis in original.
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conversion symptoms.?°! This phenomenon was seemingly not noted or discussed by the
American or Icelandic investigators at the time. Medical interest in simulated paralysis persisted
well after the Iceland episode, however. In 1958, doctors in Brooklyn described a seven-year-old
girl who was diagnosed with polio after a short febrile illness with weakness and apparent
paralysis. However, when her muscles and nerves were tested her responses were “variable and
fluctuating,” and “it was felt that the patient was capable of performing at a much higher level
than the testing indicated.”2?

There were also apparently cases of hysterical paralysis accompanying cases of
poliomyelitis in the same patient, where the presence of the organic disease was not thrown into
question by the presence of a putatively hysterical symptom. Young and a colleague (seemingly
unaware of Sigurdsson and colleagues’ work) argued in 1951 that “there are many emotional
repercussions in poliomyelitis, and that on occasion the illness may be utilized in a hysterical
conversion.”?® Simulated symptoms could be a response to any number of circumstances; the
stress of an ongoing epidemic, the terrifying experience of contracting a disease during an
epidemic, or emotional maladjustment.

There was indeed public panic in Iceland, even reaching the capital. One man, signing his
letter only as “Father of Many” wrote to the Director of Public Health, Vilmundur Jonsson, to

accuse Jonsson of putting economic concerns before public health ones by failing to take

precautions like shutting down ports. He claimed cases had reached Reykjavik and that he

201 Richard H Young, “A Clinical Syndrome Simulating Poliomyelitis | NEJM,” New England Journal of Medicine
236, no. 21 (May 22, 1947): 794.

202 Joseph B. Rogoff and Murray Chrystal, “Hysterical Paralysis, Diagnosed as Poliomyelitis,” Physical Therapy 38,
no. 5 (May 1, 1958): 331.

208 Richard H. Young and Harland T. Hermann, “Hysterical Paralysis Associated with Poliomyelitis,” Journal of the
American Medical Association 147, no. 12 (November 17, 1951): 1132-33.
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wanted to allow himself “the pleasure of bloodying your nose” even if he would be fined for
it.2** Throughout the country, movie theaters and meeting halls were closed to guard against
transmission of the mysterious virus.?%

On the other hand, as the epidemic wound down without leaving any clear answers, new
evidence was emerging in virology that a disease resembling poliomyelitis could mean
something very specific. In 1948, scientists in New York published a report in Science on an
agent isolated from children during an outbreak of poliomyelitis, which did not produce polio in
rhesus monkeys, yet caused a different paralytic illness when inoculated in mice and therefore
seemed to co-occur with polio outbreaks.?%¢ Sigurdsson and his colleagues began mice
inoculations with the “interesting findings of Dr. Dalldorf” in mind. The new group of viruses,
which came to be called Coxsackie viruses after the town of the original outbreak, caused disease
with symptoms like fever and malaise, headache, nausea, stiff neck or back, pain in the
extremities, and weakness.??” The overlap with the Akureyri disease was impressive, and did not

escape Sigurdsson’s notice, nor that of the American scientists he called in, looking to offshore

laboratory research on the epidemic.

204 Bjarni Atlasson, trans., “Landleknir XV 1949” (1949), National Archives of Iceland. [“Margra Barna
Fadir”;“Eg cetla ad veita mér pa aneegju ad blodga nasir ydarpoo svo pad kosti mid 500 kronur )

205 Atlasson.

206 Gilbert Dalldorf and Grace M. Sickles, “An Unidentified, Filtrable Agent Isolated from the Feces of Children
with Paralysis,” Science 108, no. 2794 (1948): 61-62.; Edward C. Curnen, Ernest W. Shaw, and Joseph L. Melnick,

“Disease Resembling Nonparalytic Poliomyelitis Associated with a Virus Pathogenic for Infant Mice,” Journal of
the American Medical Association 141, no. 13 (November 26, 1949): 894-901.

207 Edward C. Curnen, “Immunology, Epidemiology, and Clinical Aspects of Coxsackie Virus Infections,” in
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Enter International Health

1ts late January in 1949 and the time has come to enlist international help. On the 27",
Bjorn Sigurdsson sends a long letter to the director of the National Foundation for Infantile
Paralysis in New York City, with a specific request: will the NF isolate poliovirus from some
fecal samples he'’s taken? He downplays the neurological strangeness of the disease, saying its
akin to any other polio epidemic, though, well...perhaps there are reflexes in patients where one
would expect to have none, and perhaps skin sensitivity is “somewhat more affected than might
be expected.” They refer him to Dr. Kenneth Maxcy of Johns Hopkins School of Public Health,
and Sigurdsson broadens his ask, because by now it’s April and the epidemic in Akureyri has
subsided and “has given emphasis to some questions and suspicions concerning [central nervous
system] infections in Iceland that have been in our minds for some time. >

Outbreaks have been on the rise for years now and in higher age groups, making the
1948-49 outbreak less exceptional and more the climax of previous years outbreaks, with the
possibility to see a new, even larger not-polio outbreak the following winter. Sigurdsson proposes
that a doctor be assigned to study poliomyelitis in Iceland from every angle and over “a
considerable number of years. % Maxcy is excited, having already sought information on polio
in Iceland at the start of the year, unaware of the Akureyri outbreak. On January 13", before
Sigurdsson had reached out to NFIP, he had written to a colleague, “We are interested in the
occurrence of poliomyelitis in Iceland. Extensive epidemics occurred in that country in 1924,

1935, and during the winter of 1946-47. We are wondering whether the circumstances of the

208 «“Virus Investigation, 1949-1951” (Rockefeller Archive Center, n.d.), Rockefeller Foundation records, Projects,
SG 1.1, Series 300- 833, Latin America, Europe, Africa, Asia, Oceania (FA386b) Iceland - General (No Program),
Subseries 715.GEN Box 1 Folder 5.
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occurrence of this disease in Iceland may not afford some important clues as to its mode of
transmission. ”*'° Maxcy offers to test samples from the epidemic’s victims for a causative agent

and he knows just who to approach for the proposed investigation: the Rockefeller Foundation.

Sigurdsson knew the Foundation well at this point; in 1942 they had contributed half the
funds to establish the Institute for Experimental Pathology at which he worked, and he had
trained at the Rockefeller Institute of Experimental Medicine in Princeton. The International
Health Division was the major philanthropic organization supporting public health programs
around the world. With its deep pockets, it shaped international health—characterized by public-
private partnerships and sanitation in the service of modernization—across the (especially
colonial and postcolonial) world in the first half of the twentieth century.?!!

It is only a slight stretch to lump Iceland in with colonial and postcolonial nations after
World War II. Having been an isolated Norwegian, then Danish dependency with a subsistence
economy since the 1200s, Iceland achieved partial independence in 1918 and declared
independence and neutrality in 1944, only to be invaded and occupied by British forces after
Denmark fell to the Nazis and then occupied by American forces for the duration of the war.
Iceland then took center stage in the Cold War. Conveniently located for air travel between the
US and Europe, it was also well situated between the US and the USSR and so could monitor

North Atlantic submarine traffic and potentially detect missiles should the Cold War come to a

boil. Iceland’s NATO membership since 1949 (despite lacking an army) would remain a

210 “Virus Investigation, 1949-1951.”

217 Anne-Emanuelle Birn and Elizabeth Fee, “The Rockefeller Foundation and the International Health Agenda,”
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contentious domestic topic for decades to come.?!? In return, the US sought to bolster it by
generous Marshall Plan grants, the greatest per-capita of any European country.?!'3 Partly as a
result (and owing to a long welfare tradition), Iceland’s medical system at the time was also
extensive, with cheap, universal healthcare for all citizens.

The Rockefeller Foundation recognized Iceland’s geopolitical importance. International
Health Division director George K. Strode had in fact already visited the country during the war
and surveyed some aspects of its medical and public health system.?!* Now in 1949, the RF’s
goal was to build a combined virus diagnostic lab and epidemiology field station, with an expert
trained in both fields who could respond to outbreaks in person and process samples for the
broader medical community. Here was an opportunity to kill two birds with one stone; help
establish Iceland’s public health system while using the country’s uniquely isolated population to
study polio.

In an era predating the computer simulations we now understand as models of the
world,?'> epidemiologists were nonetheless searching for real-life simulations that modeled the

world on a small scale—isolated communities like those of Iceland where the dynamics of

212NATO, “Iceland and NATO - 1949,” NATO, accessed December 8, 2023,
http://www.nato.int/cps/en/natohq/declassified 162083.htm; “1949 Anti-NATO Riot in Iceland,” in Wikipedia,
September 21, 2023, https://en.wikipedia.org/w/index.php?title=1949 anti-

NATO riot_in_Iceland&oldid=1176341528.
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outbreaks might be easier to parse.?'® The Rockefeller Foundation had in fact previously funded
another study of infectious disease epidemiology in an isolated community: the common cold
among the miners of Spitsbergen, a remote archipelago well above the Arctic Circle.?!” The
challenge of isolating poliovirus in a lab and its high expense before tissue culture methods came
about in the 1950s meant polio researchers increasingly hoped the dynamics of outbreaks could
reveal the way to conquer the disease. In Iceland, the isolated population was also conveniently
modernized. In the first half of the twentieth century Iceland went from a farming and fishing
society to a geopolitically important Cold War US military base, with universal healthcare and
well-educated medical workers.

Strode assigned Officer Richard Moreland Taylor to the project and sent him to Iceland in
October of 1949 to evaluate the feasibility of setting up this lab in a partnership between RF and
the Icelandic government. Taylor was an IHD officer from 1923 to 1951 and director of the
Division's laboratory in New York from 1945-1951. He was 61 at the time of his visit, nearing
the end of a career that had spanned continents and contributed to the discovery of influenza C
and elucidation of the epidemiology of yellow fever in Brazil and West Nile virus in Egypt.2!8

During the outbreak, Sigurdsson and his colleagues had had their hands tied for lack of

facilities and equipment. The Institute for Experimental Pathology was primarily devoted to

216 Another notable example of this was work in Alaskan Inuit communities, see J. R. Paul and J. R. Riordan,

“Observations on Serological Epidemiology Antibodies to the Lansing Strain of Poliomyelitis Virus in Sera from
Alaskan Eskimos,” American Journal of Hygiene 52, no. 2 (1950): 202—12.

217 J. H. Paul and H. L. Freese, “An Epidemiological and Bacteriological Study of the ‘Common Cold’ in an Isolated
Arctic Community (Spitsbergen),” American Journal of Epidemiology 17, no. 3 (May 1933): 517-35,
https://doi.org/10.1093/oxfordjournals.aje.al17923.
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animal diseases, and the country had no rhesus monkeys with which to carry out live
inoculations. This laborious and expensive process was standard in poliomyelitis outbreaks. It
involved purifying biological samples from human patients and injecting them into successive
groups of monkeys, distilling cerebrospinal fluid or blood serum from the previous group and
injecting it into the next, while waiting for some to show symptoms of the disease.

Prior to leaving for Iceland, Taylor visited colleagues in Baltimore and Boston and
discussed the trip. In Baltimore, Dr. Maxcy stressed “the unique opportunity of studying the
epidemiology of infectious diseases in isolated populations, such as may exist in parts of
Iceland.” In Boston, W. Lloyd Aycock, a titan of early polio research, shared a “pet theory” that
paralytic polio depends ““in large part” on the constitution of the host. “He thinks the genetic type
may be of importance, and that Iceland might offer a unique opportunity to collect data bearing
on this subject.” J.F. Enders “as well as all the others with whom Iceland visit was discussed,
were intrigued with the unusual possibilities that might be afforded in studying the epidemiology
of infectious diseases.”?!*220 To these polio researchers (and Cold Warriors), Iceland itself was a
laboratory for epidemiology. As wheels turned behind the scenes in America, the Akureyri

outbreak went from a scary, puzzling epidemic in the far North to a test case for international

health.

219 Taylor, “Taylor, Richard - Diary - VIR, 1949 Box 1 Folder 4.”

220 Enders, along with Thomas Huckle Weller and Frederick C. Robbins, developed a technique to culture poliovirus
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“Very Remarkable People”

Richard Taylor sits in the front seat of Bjorn Sigurdsson's car and surveys the landscape
as they drive up to Akureyri. It’s October 6" and the weather is characteristically cool and
cloudy.®' When the narrow, pitted road swerves away from the coast, outcroppings of volcanic
stone and glacial gravel rise on either side of them, over brownish grass and squat birch shrubs.
“Much of the land simulates the peat-bog sections of Northern Ireland,” he writes in his official
diary later that day. Taylor is more taken with the “emerald green” grass surrounding the
scattered farmhouses, where the soil has been drained and fertilized. He notes with dismay that
the land seems under-cultivated, predominately used instead for pasturage of the abundant sheep
and ponies.** The district health officers he meets on this road trip, however, deeply impress
him. The “busy men” speak English, keep diligent records, and evince an intelligent interest in

their work.??3

Over the next three days, Taylor and Sigurdsson covered nearly a third of the island and
met six district health officers (DHOs) and physicians. All spoke openly about the outbreak,

apparently concerned about it and eager to help an epidemiological investigation into its cause.

221 “QOctober 1949 Historical Weather at Akureyri Airport, Iceland - Weather Spark,” accessed November 30, 2023,
https://weatherspark.com/h/m/147630/1949/10/Historical-Weather-in-October-1949-at-Akureyri-Airport-
Iceland#Figures-Temperature.
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international development projects, he frequently remarked upon the productive potential of areas he visited for
virus research. In 1956 on a trip to India: “Except in some valleys where irrigation is employed, the land is not
intensely cultivated and by proper methods, water storage, etc, could be made much more productive,” in Telford
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Notably, however, the only patients Taylor spoke to firsthand were doctors themselves. Four of
the seven doctors in the Akureyri district were ill at one time, making accurate statistics from the
outbreak challenging to collect. The disease also kept some victims from working for two
months or more after the acute phase. G. K. Petursson, a surgeon, had been a patient in the
outbreak, spending three weeks in bed. In Dalvik, 50 kilometers up the fjord from Akureyri,
DHO Danielsson told them that the first victim was a policeman who fell ill shortly after
Christmas, when the six-week quarantine on Akureyri was lifted. He was in bed for six weeks
and was now unable to drink alcohol without experiencing amnesia.

Returning from Akureyri, the men stopped for the night at the Fornikvammur (“Old
Fashioned”) Hotel. While chatting about the American’s visit, the proprietor told them that five
staff members had been affected in the previous winter’s outbreak. Taylor recorded: “Mental
disturbances were predominant. Two girls were periodically quite violent during the attack and
had to be restrained. When these violent seizures passed, the patients recalled nothing of them.
One boy is still not normal. Sleeps more than previously, and his memory seems to be slightly
impaired.” Summarizing the cases dryly in his report for the IHF, Taylor wrote that “some of the
cases seemed hysterical.”

Turning to the lab bench, at the Institute of Experimental Pathology at Keldur Taylor
noted with satisfaction the “pleasing” and “convenient” layout of the building, perhaps recalling
that the Rockefeller Foundation had provided $150,000 to help build it.??* However, for the most
part Taylor found things less to his liking than his “most favorable impression” of the district

health officers. Bjorn Sigurdsson did have twenty paired serum samples (i.e. blood samples taken

224 “University of Iceland-Institute of Experimental Pathology, 1942-1949 Box 2 Folder 17 (1949 1942),
Rockefeller Foundation records, Projects, SG 1.1, Series 300- 833, Latin America, Europe, Africa, Asia, Oceania
(FA386Db) Iceland - Natural Sciences and Agriculture, Subseries 715.D, Rockefeller Archive Center.
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during and after illness) of one to two cubic centimeters, but stool samples had been kept at
above two degrees Celsius for some time, placing all the scientists’ hope in what had been sent
off to Maxcy at Johns Hopkins. Sigurdsson had used a few of the fecal specimens to inoculate
mice, but Taylor suspected he did not know how old the mice were and that it was possible they
were too old for the test to work.??® Perhaps wistfully, Taylor wrote “it will be disappointing if
something concrete is not obtained from either the blood or mouse specimens.”?2¢ There was still
a chance to connect the disease to a pathogen. If not polio, then maybe one of the newly
discovered Coxsackie virus strains that mimicked it.

Preparing to leave Iceland on October 13th, Taylor remarked that “in education and
culture inhabitants of this island are far from insular.” Nearly all the medical men he met on the
trip spoke English and many had completed postgraduate training in the US. He continued, “[I]
leave Iceland with a feeling of great warmth and admiration for its inhabitants. They are indeed a
very remarkable people—they have to be to have lived and thrived on a treeless rocky island
with such an abominable climate.”??

Other Northern communities seen as remote or isolated, specifically Inuit communities in
Canada and Alaska who experienced deadly polio outbreaks shortly after the Akureyri polio-like

outbreak, were viewed as suffering from the process of modernization, their susceptibility a

result of the transition from “primitive” to “civilized” ways of life. Inuit were seen as “virgin soil

225 Taylor presumably didn’t fault Sigurdsson for not knowing how to carry out the suckling-mice inoculations. It
was cutting-edge at this time that for neurotropic viruses like polio and Coxsackie. If mice were too old, they
wouldn’t be susceptible enough to develop symptoms after inoculation. See Edwin H. Lennette and Hilary
Koprowski, “Influence of Age on the Susceptibility of Mice to Infection with Certain Neurotropic Viruses,” The
Journal of Immunology (1950) 49, no. 3 (1944): 175-91.

226 Taylor, “Taylor, Richard - Diary - VIR, 1949 Box 1 Folder 4.”
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populations” in a way that Icelanders were not.??® This agricultural metaphor captured the idea
that populations were vulnerable to sickness if unexposed to pathogens which had been
circulating among Europe, Asia, and Africa for centuries. In the 1970s, demographers would
apply this theory to the enormous mortality Native American populations suffered after European
contact. Historian David Jones has argued that this blamed Native Americans themselves, casting
them as “immunologically naive” while erasing social factors like the loss of homes and ways of
life that probably contributed more to population decline.??

Polio scientists like John Paul, who had traveled to Los Angeles during the strange 1934
outbreak, saw Inuit populations as ideal for epidemiological research on the immunology of
poliovirus. Paul and his colleagues from the Yale Poliomyelitis Study Unit heard of a deadly and
severe outbreak at Chesterfield Inlet in the Northwest Territories in Canada in 1949 and assumed
that “such isolated people are highly susceptible to this disease due to the lack of previous
exposure.”?3? Measuring antibodies in the blood of Alaskan Inuit in Barrow and Wainwright who
they assumed had not been exposed to polio (unlike the small Chesterfield Inuit community)
Paul and his colleagues found antibodies to polio from outbreaks decades prior. This knowledge
that infection with polio conferred lifelong immunity paved the way for the development of the

vaccine.
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However, environmental historian Liza Piper shows that the geographic/immunologic
imaginary of Inuit as virgin soil populations was disproven by antibody studies which revealed
similar patterns of exposure and immunity to “urban populations in temperate environments”—
the outbreak was caused by proximity, not immunological naiveté. That proximity, Piper argues,
was a result of colonial land use which had concentrated the village’s inhabitants on “poorly
drained and polluted land” and failed caribou hunts which brought families who ordinarily
moved around the area into Chesterfield, while malnutrition exacerbated their vulnerability to
disease.?*! This discussion of the colonial forces shaping polio epidemiology informs our
understanding of the Iceland outbreak by revealing the stark difference in how the Icelandic
population was viewed compared to Inuit populations; Icelanders were educated, cultured,

99 ¢

“formerly isolated” but “far from insular” while Inuit were a potentially “virgin,” “semi-isolated”
population representing a “golden opportunity” for research. 233

Back stateside at the end of the month, Taylor saw Dr. Lloyd Aycock at a conference and

summarized the Akureyri epidemic for him. The elder scientist “felt quite definitely” that the
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disease was not polio or a modified form of poliovirus. It was too unlikely that the virus could
become so modified as to change not only the clinical but the epidemiological picture.

Taylor tried to keep hope alive for the eventual isolation of a pathogen. At Johns
Hopkins, he learned “to [his] sorrow” that the specimens sent to Baltimore had been held up at
customs, and, though they had probably been sent on dry ice, several had by then warmed far
beyond the minus seventy degrees Celsius required to preserve them.?** Furthermore, many of
the samples were taken after two weeks of illness, a belated window for finding evidence of
active infection in the blood.

In anticipation of a resurgence of the Akureyri disease in the coming winter, Taylor
busied himself assembling supplies for a full-scale outbreak response. Sigurdsson reported three
new cases in early December: not enough of an epidemic for Taylor to catch the next ship to
Reykjavik. In Baltimore, the scientists received samples from the new outbreak and attempted to
inoculate them in baby mice. “The end of this week brought the first ray of hope that we may
have succeeded in isolating a virus” Taylor wrote. Those inoculations failed to produce
symptoms in mice the next week, and a second attempt failed after that as well. Sigurdsson
reported no new cases through December, making an epidemic seem increasingly unlikely.

Soon, the plans for a diagnostic lab in Iceland fell apart, too. The IHD needed to survey
its future programs, an effort that could “require ten months or longer,” Taylor finally told
Sigurdsson the following spring. The International Health Division would be dismantled in 1951,
after the founding of the World Health Organization in 1948 and partly as a victim of its own

success in establishing public health infrastructure around the world.?3*
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Preparing his report from the trip, Taylor noted that the Icelandic investigators intended
to publish an account of the Akureyri outbreak. “I think it should be done, but it would be more
impressive if, in the meantime, the etiology of the disease is determined,” he wrote. Ultimately,
the report was published in the American Journal of Hygiene and the Lancet without any
etiological theory. Taylor’s experience in Iceland—the sober, diligent, and intelligent
professionals he met, and the outrageous, emotional patients they described—was legible to him
through the expectation for a biomedical explanation of the outbreak. He could overlook the
suspicion of hysteria because that kind of clinical question did not concern him. He wanted to
uncover the epidemiological dynamics of central nervous system infections, known and
unknown, in the laboratory that was Iceland and its formerly isolated inhabitants. Taylor also
operated in a milieu of cutting-edge virological research, where new viruses were constantly
being discovered and there was a real possibility of isolating a novel pathogen in this outbreak.
When this did not occur, it foreclosed the possibility of research on a diagnostic test or vaccine,
which were quickly becoming the basis of legitimacy in increasingly technological biomedical
landscape following World War II.

A study published in 1958 revealed one more tantalizing piece of epidemiological
knowledge about the Akureyri outbreak, a 1958 study by Bjorn Sigurdsson, examining children’s
antibody responses to polio vaccination in two cities, one in the east and one in the north of
Iceland.?3® While the scientists were aiming to compare antibody responses to a Danish and
American vaccine, they noticed an unexpected difference between the children of the two cities

regardless of which vaccine received. The northern town had experienced an outbreak of

238 Bjorn Sigurdsson, Margrét Gudnadottir, and Gudmundur Pétursson, “Response to Poliomyelitis Vaccination,”
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“Akureyri fever” in the winter of 1955-56 while the eastern had not, and the children’s antibody
titers after vaccination differed by residence. In 1955, Iceland experienced an epidemic of type-1
polio, and during this time two towns, Thorshofn and Patreksfjordur, (the aforementioned
northern town, and a third, western town) registered outbreaks yet officials at the time apparently
knew “they were not poliomyelitis but Akureyri fever.”?*” In those towns no poliovirus was
recovered from cases nor could type-1 antibodies be found the following year when the scientists
carried out their vaccination campaign. They argued, “this is a clear indication that these
outbreaks were not caused by type-1 poliomyelitis virus.”?3#

The next piece of data they analyzed was antibody responses after vaccination, in
children who had no prior antibodies to all three polio strains before vaccination. Children from
the northern town had elevated antibody responses for poliovirus types 2 and 3, indicating some
relevant prior immunological experience, perhaps from Akureyri fever, while children from the
eastern town, Egilsstadir, showed a muted rise in the three antibody types. They wrote, “we
report this to suggest that other factors than detectable prevaccination level of poliomyelitis
antibody may influence the response of a given population to vaccination, and that perhaps
previous immunological experience with Akureyri fever may be such a factor.”?* In other words,
this was not interpreted as evidence the Akureyri outbreak had been a type 2 or 3 strain of
poliovirus, rather the investigators concluded that some viral challenge had occurred, probably

with a closely related enterovirus, which was undetected at the time but later affected the

serological profiles of the children.
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The authors do not speculate whether some epidemiological interaction was present
between poliovirus and another unknown virus, but this work mirrors contemporaneous studies
at the CDC on the epidemiological interactions of new types of enterovirus discovered in the late
1940s and early 1950s. Coxsackie and ECHO viruses could often be isolated in tandem with a
poliomyelitis outbreak, and sometimes falsely attributed as causal for that outbreak, while in one
instance an orphanage administrator found that during a period with abnormally low levels of
disease in the communal setting, infants had nearly 100% prevalence of an “ECHO-like virus.”
Rather than assuming the ECHO-like virus was “a virus responsible for good health,” the
children were tested once levels of fever returned to their normal rates, and the prevalence of the
virus was found to be just as high.?** With this immunological data, the Icelandic doctors and
scientists seemed further convinced of the disease’s organic basis ten years after the outbreak, in
spite of the lingering uncertainty and stigma that surrounded the syndrome’s individual patient’s

cases.

Conclusion

Examining the English-language sources on the outbreak reveals one kind of disease
history, while the Icelandic sources reveal another. All the scientists involved were interested in
the epidemic as a public health phenomenon, a chance to learn something about a possibly new
virus of the central nervous system. The English sources reveal their careful planning and the
effortful collaboration of the Icelandic scientists, all trying to manifest knowledge of the disease

in a biomedical frame, to find a viral cause and then understand how the virus circulated and
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created disease. The Icelandic sources arose from within the thick of the epidemic, as public
health officials and doctors attempted to stem the explosion of cases and offer treatment. There is
a search for answers in these sources too, but also attention to patients’ experience with the
terrifying, mysterious disease. “Iceland disease™ had a long afterlife in the American and British
medical worlds. It appeared in the pages of the New Yorker and Time magazines and became
nearly a household term for a while.?*! Doctors and epidemiologists used it among several names
for similar unexplained outbreaks that attracted attention in the following decades.

The epidemic in Akureyri also had a long afterlife, as an undefined and possibility
illegitimate experience that reshaped patients’ lives. Ultimately, patients’ stories of their illness
spread through conversation on the ground in Iceland, while the disease’s story flew around the
world in medical journals, virologists’ correspondence, and long-form journalism. Both these
stories—mystery virus and patient experience—challenge a dominant narrative in epidemiology
at this time, that of a terrifying outbreak that arises, commands professional attention, is
ingeniously solved by a “disease detective,” then declines, to the populace’s relief.?*> For
patients, the Akureyri outbreak’s gradual decline did not entail the end of their suffering. The
fatigue they felt persisted for months, and many felt they were not the same for years after. Even

those who considered themselves cured had dramatically adjusted their lifestyles in the years

241 W B. Clement et al., “Epidemic Neuromyasthenia, an Outbreak in Punta Gorda, Florida: An Illness Resembling
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242 Berton Roueché, The Medical Detectives, Traman Talley Book (New York: Times Books, 1980); Rosenberg,
“What Is an Epidemic?”
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since becoming ill, always cognizant of their limited energy reserves.?*> Writing in 1988, two
doctors described the pervasive stigma that still clung to one-time patients of the disease. “Some
doctors in Iceland to this day think that the disease was simply hysteria,” while at the time some
refused “to believe that the patient was really ill.”24

The dichotomy between patient experience and disease object reflects a historical
process. Beginning in the mid-nineteenth century and especially after World War II, medicine
became more of a laboratory science and less a bedside art, thanks to molecular advances that
gave new insights into disease processes and antibiotics that transformed the treatment of
infectious disease.?* Increasingly, patient testimony was not required to diagnose a disease.?*¢ In
Iceland, the investigators had patient accounts and their clinical evaluations, but they wanted to
isolate a causal agent. Without a virus and a mechanism for how the pathogen produced the
disease, there could be little hope for closure.

A parallel process took place in public health. At the beginning of the twentieth century, a
tradition of sanitation and social reform was gradually overtaken by the ascendance of laboratory

methods and insights from the bacteriological revolution, placing pathogens rather than issues of

political economy as the object of public health research and action. *” Again, these new
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epidemiological priorities shaped the international health response in Iceland, leaving an archival
record of scientists circling around the epidemic as an object of study, then leaving their
Icelandic counterparts and the epidemic’s patients to settle the meaning of the disease when a
causal explanation was not forthcoming.

How do we know disease? We only know this outbreak because Iceland was seen as
geopolitically important and medically advanced enough to support this interest. The afterlife of
what became known as Iceland disease would be a gradually accumulating medical mystery,
slowly picking up disrepute and stigma as medical science came up empty again and again at
later outbreaks and as doctors drifted towards psychosocial interpretations of its elusive and

248 Jceland disease was first a clinical puzzle, next an epidemiological test

polysemic symptoms.
case, and finally a virological dead end. The illness in Akureyri in 1948 and 1949, on the other

hand, was an experience of sickness and disability, then a stigmatizing label that patients tried to

hide. How can one ask what it was without first asking how it was known, and by whom?

248 Clement et al., “Epidemic Neuromyasthenia, an Outbreak in Punta Gorda, Florida: An Illness Resembling
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Chapter 3: Cold War Mystery Outbreaks

In 1953 an outbreak—at first thought to be poliomyelitis and later labeled epidemic
neuromyasthenia—occurred at the Chestnut Lodge psychiatric hospital in the suburbs of
Washington, DC. Scientists at the nearby National Microbiological Institute of the National
Institutes of Health were dispatched to the outbreak, but after failing to isolate a pathogen, they
abandoned the outbreak and declined to publish their findings.

In 1956, another outbreak initially resembling poliomyelitis took place in Punta Gorda,
Florida, and this time the Epidemic Intelligence Service of the Communicable Disease Center
was called in. EIS investigators had heard of Iceland disease, as the term had circulated around
the world in the lay press and medical journals and thus initially labeled the disease as such in
their outbreak reports.?*

Both outbreak investigations were unsuccessful at pinpointing a causative pathogen for
the syndrome but did much to establish its identity for the US medical press. The Punta Gorda
outbreak brought the CDC and NIH scientists in conversation, and a collaboration between two
of them, Alexis Shelokov of the NIH and D. A. Henderson of the CDC, spawned outbreak

reports from both outbreaks and several review articles in the New England Journal of

Medicine.*>°
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The Punta Gorda outbreak received coverage in the New Yorker s famous Annals of
Medicine column from Berton Roueche, in an article titled “In the Bughouse,” a double entendre
highlighting the search for a virus and the suspicion that the disease might be hysteria.?>! This
episode thus shows the increasing role of narrative and journalism in making epidemiological
claims—the investigators were called “disease detectives” and Cold War concerns of biological
warfare or Communist infiltration literally and obliquely shaped the outbreak response. These
two outbreaks illustrate epidemiology’s Cold War transformation into an essential component of
US public health infrastructure, but they are also illustrative of the history of epidemic
neuromyasthenia itself. These outbreaks mark the highpoint of major public health interest in the

condition, after which outbreaks continued to take place but without a federal response.

Chestnut Lodge

In the summer of 1953, student and supervisor nurses working at the well-known
Chestnut Lodge psychiatric hospital in Rockville, Maryland experienced a “sharp outbreak of a
disease” initially thought to be polio, until investigators realized the “epidemiologic features and
the course of the illness” were incompatible with poliomyelitis.?*> These were the protracted,
relapsing clinical course marked by muscular weakness, myalgia, malaise, and headache, and
high attack rate. The outbreak had two phases, described as “two outbreaks” in the report, which

corresponded to two waves of student nurses arriving for their rotations at the hospital, one in

Henderson and Alexis Shelokov, “Epidemic Neuromyasthenia--Clinical Syndrome? (Concluded),” New England
Journal of Medicine 260, no. 16 (April 16, 1959): 814—18.
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April-June and (after a two month pause to deal with the first outbreak) again in September after
a new group of nurses arrived on August 31.

The illness had a prodrome of barely noticeable cold or flu symptoms, followed by an
acute phase marked by polio-like symptoms in addition to emotional disturbances described
succinctly as “depression” but including crying spells, difficulty concentrating, and anxiety. The
investigators distinguished muscular weakness, myalgia (muscle pain), and muscle tenderness.
Menstrual disturbances were once again (as in Los Angeles and Akureyri) noted. The acute phase
was often followed by a “subacute phase” of “prolonged debility.”?3* Relapses were brought on
by physical exertion, damp and cold weather, or the “onset of menstrual periods (which
continued to be abnormal).” Relapses gradually decreased in frequency and patients improved
despite minor setbacks over the following several months.?*

The primary investigator sent over from NIH’s Microbiological Laboratory was Alexis
Shelokov, a virologist born in Harbin, China’s Russian community and educated at Cal and
Stanford. Following medical school, Shelokov became a commissioned officer in the US Public
Health Service assigned to the nascent National Microbiological Institute at NIH. Like John
Rodman Paul, he played an important role in the development of the polio vaccine, having
studied tissue culture methods in John Enders’ lab at Harvard, then (he claims, in a colorful oral
history) introducing them at NIH.2>?

Investigators at the NIH’s nearby Bethesda, Maryland campus were near enough to rush

over and collect various blood, urine, and spinal fluid samples. In a sharp contrast with previous
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outbreaks, investigators from NIH were close to the scene of the outbreak and could get repeated
“excellent specimens” from the sick and from healthy hospital workers and the Lodge’s patients
(the population ill with the mysterious disease was almost entirely comprised of student nurses,
only one Chestnut Lodge patient was a “questionable case.”) All clinical tests came back normal.
Later virological testing from throat washings and stool samples failed to isolate a virus or show
any clear-cut antibody rise to various known viruses such as Coxsackie and adenoviruses.

Bacteriologic study, however, turned up more interesting results. Stool, urine, and
“vomitus,” samples were cultured and tested for bacteria and “strains of the Bethesda-Ballerup
group of intermediate paracolons” were isolated, from 12 nurses with the epidemic illness and
“an asymptomatic kitchen helper” disturbingly identified (as no other hospital workers were) as
“a young Negress.”?*¢ The team was unable to conclude whether these pathogens were the direct
etiologic agent in the outbreak, however, because only 55 percent of the outbreak’s patients were
positive for either the isolated organisms or antibodies and 11 percent of asymptomatic nurses
were also positive. The asymptomatic kitchen helper was the only “well person in whom
organisms were isolated and in whom antibodies also developed.”?>” The authors wrote “it is
difficult to refrain from pinpointing this food handler as the possible source” of the bacteria, but
all Chestnut Lodge patients and hospital staff ate food prepared in the kitchen, yet only the nurse
group was affected in the outbreak. They concluded the Bethesda-Ballerup organisms might just
be “fellow travelers” with the actual etiological agent “presumably originating from the same

source.”
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Polio, the disease most closely resembling this mystery affliction, was known to have
asymptomatic or “abortive” infections, and the concept of a “carrier” has a specific history in
public health. In the early twentieth century with the advent of the “new public health,” it aligned
public health with the policing and control individual bodies, like in the classic case of Mary
Mallon, a cook in New York City who inadvertently spread typhoid among her wealthy
employer’s households.?>® Historian Judith Walzer Leavitt claimed that control of asymptomatic
carriers like Mallon made the new public health inherently concerned with the social, less
reductive (from new bacteriological insights), and more humane. In a compelling rebuttal to that
claim, J. Andrew Mendelsohn argues that attempts to control disease via controlling the behavior
of carriers were not concerned with the social, as they neglected host factors and environmental
conditions that might enable disease to spread from those carriers into susceptible hosts, and
furthermore were still very much grounded in bacteriological knowledge, whether in identifying
carriers, or as carriers like Mallon attempted to prove they were free of typhoid germs with the
proof of a test.?>® This approach, he writes, created “the social” in public health as a category
outside of the scientific, i.e. the bacteriological, where the social implied everything outside the
remit of the lab. In a previous era, the “sanitary conditions” that reformers sought to remedy
were thought of in terms of the scientific laws of hygiene, applying hygienic thinking to crowded

tenements and teaching washing techniques, for example. After the first decades of the twentieth
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century, sanitary conditions changed to “social conditions,” which scientists avoided in favor of
understanding the mechanics of disease causation.?®®

The question of how to handle asymptomatic carriers took place decades before the
moment in which Shelokov and the NIH team were working, and the carceral approach taken
with Mary Mallon was not adopted for the thousands of carriers (many working in food service
jobs as well) identified by New York’s public health department. Carriers for bacterial diseases
like typhoid became less of a focus as those diseases declined. After World War 11, viral diseases
were newly investigable, and as scientists continued to try and unravel the complex
epidemiology of conditions like polio, disease carriers took on a new valence.

By the Cold War moment of the Chestnut Lodge outbreak “carrier” had a distinct cultural
connotation, that of the threat of communism. In her book Contagion, literary scholar Priscilla
Wald tracks how anxieties about the spread of communism within the US (figured inherently as
an un-American threat from outside) manifested in narratives with a combined medical and
extraterrestrial meaning. Films like Invasion of the Body Snatchers dramatized a viral threat of
pod people taking over unsuspecting hosts. Films about alien invasion, communist brainwashing,
or even latent homosexuality were all part of a Cold War germophobia that was really fear of The
Other, Wald (quoting Andrew Ross) argues.?°!

Shelokov and his team were left pondering the meaning of the “asymptomatic kitchen

helper,” a racialized Other of the story, who they did not find responsible, regardless. The use of

the term “fellow traveler” (placed in quotations in the text) also speaks to the Cold War context,
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as it meant someone sympathetic or supportive of the communist party’s views without formal
membership.

Shelokov later claimed that rumors of his “studies at Chestnut Lodge made the rounds of
the NIH campus” that same summer.?%? A talk he gave to colleagues prompted Dr. Alexander
“Sandy” Gilliam, by this time a venerable presence at the NIH, to tell Shelokov that that the
outbreak resembled the one Gilliam had investigated himself in 1934 in Los Angeles. Gilliam
shared the LA monograph and Shelokov later described reading it “like a detective story in one
sitting.”263

Shelokov reflected later, “Just like every one of the early investigators, on seeing my first
outbreak, I considered mass hysteria.” In his outbreak report he wrote: “To decrease the
possibility of including patients whose symptoms resulted from anxiety and apprehension but
may have simulated the minor illness, our description of the clinical manifestations in limited to
the records of the 26 confirmed paretic cases.”?** This approach implied a model of the illness as
a coherent core of severe cases with a possibly hysterical “fringe,” a term later used by
physicians arguing the outbreaks were primarily manifestations of mass hysteria.?®*> He also
noted that “because this symptom complex would hardly be recognized in sporadic cases, the
published reports generally deal with epidemic outbreaks.” Any of those sporadic cases could be
simply written off as a case of the flu or even hysteria akin to the aforementioned hysterical

fringe.
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At the time, Shelokov could be called a lumper rather than a splitter for outbreaks of
epidemic neuromyasthenia, writing “although there is some variation in the clinical and
epidemiologic picture from one outbreak to the next, all of them share certain common features
and can be grouped together, at least as a nosologic entity.” The main variation Shelokov
identified among outbreaks was whether they occurred in the general population and “affect[ed]
women with greater frequency and severity,” or among nursing staff of a hospital, “involving
particularly the student nurses.”2% This meant grouping the Los Angeles and Chestnut Lodge
outbreaks together and the Punta Gorda and Iceland outbreaks in their own category. However, it
seems as though an outbreak in the general population affecting more women than men and an
outbreak among hospital staff affecting mainly student nurses mean the same thing, as the
student nurses are mostly women.

Later, in a 1993 lecture given to colleagues at a British ME/CFS focused group, he
argued that chronic fatigue syndrome, epidemic neuromyasthenia, and Akureyri disease had
different enough clinical manifestations to be worth considering as three distinct entities.
However, despite considering these outbreaks of possibly distinct entities, within outbreaks he
saw a clear logic that held the cases of otherwise unremarkable illness together, which he

described as a “clearly discernable ‘common red thread.”>¢

Punta Gorda
In May of 1956 an epidemiologist on the Florida State Board of Health, Dr. James Bond,

wrote to the Communicable Disease Center’s Epidemic Intelligence Service of an outbreak of
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Iceland disease. Bond recognized the disease as it cropped up in local doctors’ offices as there
had been a large outbreak in Tallahassee just two years earlier, identified at that time as Iceland
disease, infectious encephalomyelitis, the Tallahassee strain of polio, or polioencephalitis.?6®
There had been 64 cases over the previous 10 weeks in the Gulf Coast town of Punta Gorda.
From the CDC, EIS director Dr. Donald A. Henderson (of later smallpox eradication program
fame) spoke with Dr. Bond and accompanied EIS agent Dr. David Poskanzer from Atlanta to
assist the Florida doctors.

The Epidemic Intelligence Service had been created just five years prior out of Cold War
fears of biological warfare. The CDC received a congressional charter charging it with assisting
the States with control of epidemic diseases and had to negotiate a truce with the NIH, who
wanted their illustrious legacy of responding to epidemics preserved by keeping outbreak
responses within their jurisdiction. The congressional charter and the fact that NIH was more
interested in interesting disease outbreaks than quotidian ones left the EIS open to take on this
new role of responding to any and all epidemic aid requests. With the onset of the Korean War,
doctors hoping to avoid active combat began applying in droves to the CDC’s EIS program. The
EIS’s first Chief Epidemiologist, Alexander Langmuir, wrote that the “traditional Johns Hopkins
case-study method” was integral to preparing officers for investigations.

Public health historians Elizabeth Fee and Theodore Brown note that “epidemic

intelligence was listed as a defense expenditure” at the CDC and that Langmuir popularized the

term “surveillance” for capturing epidemiological information, which was a more exciting, with
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its “overtones of military or intelligence activities,” than “disease reporting,” which suggested
paperwork and bureaucracy.?®® Surveillance also escaped its original public health meaning with
this event, applying to the monitoring of disease rates rather than the previous definition of
observing infected or exposed individuals for signs of contagious disease.?’® Langmuir wrote that
the Epidemic Aid Memorandum, created out of necessity from that agreement with NIH, was an
“important administrative device” which would become “a valuable communication and
education tool.”?’! The memos would be fired off when officers were dispatched to an outbreak
and sometimes at its successful conclusion, circulated among various offices of the Public Health
Service.

From the start the EIS trained officers in statistical methods and ““shoe leather
epidemiology” which entailed door-to-door surveys, collecting biological samples and learning
about the social world of the outbreak’s victims. Another signature EIS move was prompt and
reliable expertise, as “bright, young, responsive” epidemiologists could show up in less than 24
hours after state officials notified CDC. Langmuir wrote later, of those early years, “each
epidemic call was an adventure and a training experience, even the false alarms.”?’?

In Punta Gorda, the common symptoms were “sharp recurrent pains in the musculature of

the cervical and thoracic spine and the shoulder girdle, severe headache, disturbances of
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coordination, and some transient motor and sensory nerve dysfunctions.”?’* One woman, a 27-
year-old beautician, experienced a gradual onset of fatigue and headache, a periodic numbness in
her right leg, clumsiness, and a feeling of tension. She found she could not remember her clients’
names or how much particular services cost. Her symptoms worsened and eventually she was
hospitalized with vertigo and the inability to keep food down. Over the next month in the
hospital, she was confined to bed and had a panoply of symptoms from hyperventilation, a
“rapid, forceful heartbeat” that came and went unexpectedly, eye pain and double vision, and
depression. Next, her case history reads: “With resumption of minimal household duties, she
experienced a severe exacerbation of symptoms accompanied by a feeling of feverishness and
was confined to bed for an additional three weeks.” After this, she returned to work and
gradually improved her coordination and energy, but upon re-examination five months later she
was still depressed and slowed in mentation, with difficulty doing a math test. In an unpublished
report, Henderson reported that the EIS team had seen the woman once more, at an eighteen
month follow up, and at that time he said “she was fully herself once again. And she was a
conspicuously bright young woman.”

What distinguished this outbreak from the ones in Los Angeles, Iceland, and Chestnut
Lodge is there was now a name for the syndrome: epidemic neuromyasthenia or benign myalgic
encephalomyelitis. Various names were being put forth at this time, describing either symptoms
or the geographies of outbreaks, and medical observers were now taking note and with
considering this a definite nosological entity. Between 1954 and 1957 doctors, mainly in the UK,

were even using electromyography and claiming to see a characteristic pattern with the
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disease.?’* By 1956, the previous years’ Salk vaccine had helped to dissipate some of the fear and
uncertainty of poliomyelitis, and because the clinical picture of the new disease had been
sufficiently elaborated over several outbreak reports and journal articles since the Iceland
epidemic, the disease was no longer considered a strange form of polio. Advances in lab testing
meant samples (stools, throat washings, spinal fluid, and blood clots) could be tested in mice and
tissue culture systems including monkey kidneys, HeLa cells, and human liver cells, faster and
cheaper than the menagerie of mammals used in previous outbreaks. On the one hand there was a
slow accumulation of medical evidence about the mysterious disease that coalesced into this
label, and on the other, the beginning of the decline of polio in the US and new confidence in
laboratory techniques to accurately pinpoint etiological agents.

In Punta Gorda investigators again confronted a confusing assemblage of symptoms.
They tried to come up with a standard case definition to narrow the investigation but were
challenged by the sheer variety of symptoms and their usually subjective and even ephemeral
nature, appearing and disappearing over the course of an illness. As in the 1930s and 40s, this
pointed clinicians toward psychological explanations for the disease, though again these emerged
in the report as hypotheses and not conclusions. The authors wrote “Two symptoms customarily
identified as psychoneurotic [hyperventilation and diarrhea] were reported with such frequency
as to suggest a significant association with the illness.” This echoes the Iceland investigator’s
assertion that “hysterical symptoms” are to be expected in an epidemic context, noting the

association without pinpointing causation.?”
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It is also worth pointing out that in this era—from Los Angeles in 1934 through Punta
Gorda in the mid 1950s—menstrual irregularities occupied an ambiguous position between
“psychoneurotic symptoms” and objective sign. An article from 1952 on “Life Stress and
Industrial Absenteeism” mentions that women with low absenteeism have “phenomenally good”
gynecological health with no menstrual abnormalities.?’® Journal articles on the “psychosomatic
aspects of uterine bleeding” and “of the premenstrual tension syndrome” and even more plainly,
“menstrual disorders as a psychosomatic manifestation” appeared throughout the 1950s.2’” In an
article on the aftermath of the 1934 Los Angeles epidemic, two electromyographers lamented
that many women had undergone hysterectomies, “because the virus was thought to be in the
uterus, causing the emotional and mental symptoms”?78

The “emotional overlay” was again a central clinical feature of the disease, and
Henderson noted in the (internally circulated) Epidemic Aid Memorandum that “all physicians,
including one Board Internist, are agreed that a common anxiety neurosis cannot explain, in
entirety, this syndrome.”?” Poskanzer elaborated in his New England Journal of Medicine

writeup of the outbreak: while there were “changes in emotional status and symptoms

reminiscent of psychophysiologic reactions to life stress and assorted gastrointestinal
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99 ¢

complaints,” “there is little reason to postulate a mass conversion reaction: the separate illnesses
appeared at random intervals, little apprehension about the medical problem appeared to exist
among the general population, and cases occurring within the same household varied in their
features and course.” Clinically, then, the disease was grasped holistically, with variable,
subjective symptoms and notable emotional overlay.

Florida state epidemiologist James Bond wrote to the Lancet about the Punta Gorda and
prior Tallahassee outbreaks after the British journal published an editorial on “A New Clinical
Entity?” He wrote that in Florida they had experience with the mysterious disease outbreaks
mentioned in the editorial, with a high attack rate and both “highly selective for married white
women.”?%° An outbreak in Alaska also drew colorful commentary on the gender disparity of
patients. A Los Angeles Times article from November, 1956 entitled “Odd Polio-Like Ailment
Striking Women Cited,” described how the “strange polio-like disease which hits women harder
than men, inflames female tempers and causes tears, frustration and even mental symptoms for
months or years afterward” had been identified now in Seward, Alaska.?8!

Some slippage with gynecological issues for the “polio-like” epidemic neuromyasthenia
is evident in the article “Doctor Bares a New Disease Women Suffer” in the Chicago Tribune of
November 29, 1956.2% Deisher, the Alaskan doctor who initiated the outbreak response in

Seward, described how “pre-menstrual tension became intolerable for some women,” and

“abdominal pain was so bad in four cases that surgery was performed. The womb was removed

280 Bond, “A New Clinical Entity?”

281 “0dd Polio-Like Ailment Striking Women Cited,” Los Angeles Times (1923-1995), November 29, 1956. The
outbreak in question is described in Deisher, “Benign Myalgic Encephalomyelitis (Iceland Disease) in Alaska.”

282 “Doctor Bears a New Disease Women Suffer - News & Newspapers - ProQuest,” accessed January 7, 2024,

https://www.proquest.com/news/docview/179978579/21725 A4FBC534885PQ/5?accountid=11311&sourcetype=His
torical%20Newspapers.
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in three cases.”?%’ Hysterectomy was performed with alarming frequency throughout the
twentieth century and declined late in the century after the practice came under scrutiny and
feminist critique, medical humanities scholar Alison Moore shows.?%

With this confusing assemblage of symptoms, investigators tried to come up with a
standard case definition to further their investigation but were challenged by the sheer variety of
symptoms and their usually subjective and even ephemeral nature, appearing and disappearing

over the course of an illness. The report’s unusually sophisticated bar charts illustrate some

clever ways the investigators visualized the chronic, multi-system nature of the illness.

283 “Doctor Bares a New Disease Women Suffer,” Chicago Daily Tribune (1923-1963), November 29, 1956, sec.
SECTION ONE.

284 Downham Moore, “Race, Class, Caste, Disability, Sterilisation and Hysterectomy.”
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Epidemiological methods formed a major component of the EIS toolkit: doctors dually
trained as clinicians and epidemiologists, putting together clues from symptoms and outbreak
patterns to discern the ultimate, and crucially specific, cause of an epidemic. Most descriptions

of the EIS methodology highlight tacit knowledge acquired in the training program. Langmuir

285 Poskanzer et al., “Epidemic Neuromyasthenia-- An Outbreak in Punta Gorda, Florida,” 357. Reproduced with
permission from (Poskanzer et al., N Engl ] Med 1957; 257:356-364), Copyright Massachusetts Medical Society.
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described it in an oral history with George Rosen: “We throw them overboard. See if they can
swim, and if they ca not throw them a life ring, pull them out, and throw them in again...These
men become different. As soon as they have met one epidemic problem and licked it, they are as
different as they can be. Fifty percent of them stay in the field.”?% Nonetheless, recruits would
train in Atlanta under CDC or Johns Hopkins Public Health experts, in statistics, parasitology,
bacteriology. Elizabeth Fee describes Wade Hampton Frost’s pioneering epidemiology
instruction at Hopkins, which the EIS training course was patterned on, thus:

The "laboratory method" of teaching epidemiology that Frost subsequently

developed became so successful that epidemiological departments throughout the

country later copied it. He used real case studies to teach techniques of problem

solving: he supplied original epidemiological data from ongoing investigations,

suggested methods of analysis, and then let students debate possible approaches

and solutions. Students were required to tabulate the crude data, state any

pertinent facts known about the epidemiology of the disease in question, and

present an interpretation of the whole set of data in written form.”?%7

As an epidemiologist, Poskanzer grasped the disease as a rate of cases in the overall
population, analyzing its breakdown among age, gender, race, and occupation for what this might
reveal about the disease’s nature. He postulated person-to-person transmission, as had the
Icelandic scientists. The report also noted the propensity for hospital staff in the outbreak,
another shared epidemiological feature across these several outbreaks.

A Time magazine article from May 20, 1957 opens with “Dr. David Charles Poskanzer”

receiving a phone call in his Albany office asking him to report to an outbreak of suspected

288 Etheridge, Sentinel for Health, 48.

27 Fee, Disease and Discovery: A History of the Johns Hopkins School of Hygiene and Public Health, 1916—1939,
135.
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Iceland disease in Punta Gorda, Florida.?®® The article had the unfortunate effect of presenting
Poskanzer as the main investigator of the outbreak. His photograph is featured prominently on
the page, and no other colleagues are identified by name. It also noted that two out of three local
doctors and Poskanzer all came down with Iceland disease in Florida. This was cited as one of a
couple reasons the epidemic was not thought to be mass hysteria. The others, as mentioned
before, were that the outbreak followed the course of a typical infectious disease outbreak, and
that there was not widespread concern or panic among the townspeople.

Regardless of this interesting depiction of the doctor-as-patient, Poskanzer and his
colleagues felt he was unfairly credited with a leading role in the outbreak response. He wrote a
chagrined letter to Shelokov, who had investigated the earlier outbreak at Chestnut Lodge and
was a more likely candidate for 7ime to approach for an expert perspective on the condition.
Poskanzer laid out the series of events leading to the article to convince Shelokov that Poskanzer
was just as upset as Shelokov about the “untimely appearance of the publicity and the
incompleteness of the article.”?®” He explained that he and two colleagues, D.A. Henderson and
E. Charles Kunkle, had each submitted their shared work to three different conferences, where
each would present. Poskanzer’s paper was not accepted but the abstract nonetheless appeared in
the conference proceedings, where it was seen by the Medical Editor of Time. Poskanzer wanted
to avoid talking to the press until the article was out, as it was to appear simultaneously with
Shelokov’s own Chestnut Lodge writeup, giving equal credit to the CDC and NIH teams. This

editor apparently threatened Poskanzer that as he had seen the abstract, he would publish on

288 TIME, “Medicine.”

289 Box 9 Folder “Dr. Alexis Shelokov chronological—May-August 1957 “Alexis I. Shelokov Papers” (Bethesda,
Maryland, n.d.), National Library of Medicine.
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Iceland disease with or without Poskanzer’s cooperation. Poskanzer claimed Langmuir agreed
with him that the best course of action was to cooperate with the editor, and that he stressed that
other colleagues, including those in other branches of Public Health Service like Shelokov, be
mentioned. He continued, “my contribution to the study of Iceland disease is a minor one
compared to your efforts, those of Dr. Henderson, and of other persons at the National Institutes
of Health, and I am sure that you will understand how embarrassed I am.”

If true, Poskanzer’s story is certainly a window onto the ruthless journalistic practices of
the era. It also illuminates the occasionally tense relationship between NIH and the CDC at this
point. The first Chief Epidemiologist of the CDC, Alexander Langmuir, later recounted the
“sometimes bitter” “bureaucratic battle” between the two agencies over who had jurisdiction
over epidemiological services for the States. The CDC was able to establish the EIS after both
agencies agreed to alert one another after receiving epidemic aid requests (and the NIH admitted
they were not interested in responding to just any epidemic aid requests, “only the interesting
ones.”?*%) This arrangement allowed the agencies to coexist and avoid stepping on each other’s
toes, as the carefully executed apology here reveals. Shelokov sympathized in his reply to
Poskanzer, writing “all of us are familiar with the frequent difficulties encountered in dealing
with certain representatives of the press, and many have had unpleasant personal experiences
with the high-pressure methods used by newswriters to produce an article that would sell.”

The article also referred to an earlier Time article from 1953 that introduced the CDC’s
Epidemic Intelligence Service to readers. That article described a malaria outbreak at a Camp
Fire Girls summer camp which the EIS was able to trace to a marine veteran of Korea, and the

threat of biological warfare which the service was keenly attuned to. This was placed in between

290 [ angmuir, “The Epidemic Intelligence Service of the Center for Disease Control,” 471.
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an advertisement for Viceroy cigarettes that announced, “filtered cigarette smoke is better for
your health” and an article describing how women'’s fears of “increased responsibility, loss of
personal freedom, economic hardships and overcrowding of the home” might increase their pain
during childbirth. That is to say, the birth of the EIS coincided with the high popularity of
psychosomatic explanations in US medicine and the beginnings of doubt over the health risks of
tobacco smoking.

These articles, with their serious yet conversational tone, were of an era in medical
journalism casting doctors and epidemiologists as disease detectives—a model pioneered by New
Yorker magazine writer Berton Roueché. Roueché would introduce a generation of interested
readers to the inner workings of hospitals, clinics, state and city health departments, and
ultimately the CDC’s Epidemic Intelligence Service as he vividly narrated medical mysteries
from tularemia on Martha’s Vineyard to sodium nitrite poisoning in the Bowery.

Roueché was born in 1911 in Kansas City, Missouri, and began his journalism career
there and in St. Louis until the New Yorker’s well-known editor, William Shawn saw his work
and hired him as a staff writer in 1944.2°! His “Medical Detectives” series featured “mysterious
illnesses or deaths, the causes of which were elucidated by clever detective work.”?? Medical
historian Barron Lerner, looking back at Roueché’s career, attributed the success of these stories
in part to a growing public interest in epidemiology, especially after major epidemic diseases like
cholera and tuberculosis waned. Epidemiologists started to examine smaller scale outbreaks or

individual cases of disease in the field of clinical epidemiology, tracking the environmental

21 Barron H. Lerner, “Remembering Berton Roueché — Master of Medical Mysteries,” New England Journal of
Medicine 353, no. 23 (December 8, 2005): 2428-31, https://doi.org/10.1056/NEJMp058147.

292 I erner, 2429.
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causes of disease through an in-depth examination of the patient’s environment and world. This
approach—*“shoe leather epidemiology”—dated back to the 19" century but was especially
championed by American epidemiology pioneer Wade Hampton Frost, who introduced it to the
Epidemic Intelligence Service as one of the early teachers in the program.?*3

Scholar Priscilla Wald points out that epidemiology has long been concerned with
narratives. Epidemiological accounts “can harness the appeal of detective stories” by attending to
the rhythm of plot and attention to detail, she argues. Journalists and epidemiologists alike used
this potential of the epidemic narrative to “tell a good story” and promote epidemiology at a
critical moment for the field after World War II, when new medical and scientific technologies
offered new opportunities for disease control and new threats of disease warfare.?**

Roueché’s legacy was in making epidemiology seem “vibrant” and “alive,” connecting
medical history to some of the most puzzling disease threats of the present moment, in stories
about an outbreak of smallpox or the underappreciated health threats of pesticide exposure.??
Langmuir recognized the positive PR Roueché could provide, inspiring new generations of EIS
detectives. But he also thought the narrativity of Roueche’s pieces expressed something essential
and scientific about epidemiology. “Going from “a single patient placed in an exact time and
location, and with vividly described symptoms” to “the main epidemiological question” of the

disease’s origins and means of spread, Langmuir argues, tells the story of the outbreak explicitly

along the lines of deductive reasoning.?’® As Wald puts it, "The narrative springs naturally, as

293 Fee, Disease and Discovery: A History of the Johns Hopkins School of Hygiene and Public Health, 1916—1939.
294 Wald, Contagious, 2008, 20.
2% Lerner, “Remembering Berton Roueché — Master of Medical Mysteries”; Roueché, The Medical Detectives.

2% Berton Roueché, Annals of Epidemiology, [1st ed.] (Boston: Little, Brown, 1967), xvii.
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[Langmuir] explains it, from the systematic thinking of scientific observers; it represents the
discovery and expression of the epidemic’s own logic.”?’” This essentializing framework would
come to structure what disease outbreaks could even be seen as meaningful, and which would
fail to resolve into a satisfying narrative.

Roueche’s work was influenced by and helped create the image of the
doctor/epidemiologist as detective. This connection goes back at least to Sherlock Holmes, a
fictional detective created by a doctor whose use of deductive reasoning more closely mirrored

medical thinking than criminological practice of its time.?%®

Roueche portrayed his subjects as
detectives solving medical cases rather than crimes—and crucially the detectives were not often
attuned to patient narratives—and this also came to figure in the way they self-consciously
fashioned themselves. Hilary Koprowski, in 1957 beginning his career at Philadelphia’s Wistar
Institute, wrote to Alexis Shelokov about his interest in the problem of Iceland disease. “I have
been following very carefully the literature...I would be very interested in the possibility of
arranging a symposium on Iceland disease.” Koprowski suggested they plan a one-day meeting
and invite investigators from South Africa, Iceland and the UK with firsthand experience of the
outbreaks. In the first half of the meeting they could all present their technical data from past

outbreaks, and in the second half a panel discussion—a fairly large panel under an energetic

moderator” could “analyze, in a detective-like fashion, the epidemiological and laboratory

27 Wald, Contagious, 2008, 24.

298 Howard Markel, “The Medical Detectives,” New England Journal of Medicine 353, no. 23 (December 8, 2005):
2426-28, https://doi.org/10.1056/NEJMp048252.
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factors involved...what future research should be conducted...in order to ‘pin down’ the

causative agent.”?%

“Hysterical Paralysis”

One puzzling and compelling disease threat, according to Roueché and the CDC, was
epidemic neuromyasthenia. Roueché published “In the Bughouse in 1965 about the Punta
Gorda outbreak, interviewing D.A. Henderson extensively about his reflections on chasing the
elusive syndrome.

Years later, Henderson reflected to Roueche that the EIS agents began to feel like they
were “in the bughouse” trying to pin the transient, subjective, or invisible symptoms to an
organic cause. What kept the agents from a diagnosis of hysteria, Henderson explained, was the
disease’s epidemiology. “There are no waves or epidemics of hysterical paralysis,” he plainly
asserted. There was no traumatic inciting event in Punta Gorda, cases were scattered randomly
over time and space, but most importantly, there was no public panic about the condition. Even
though “there were plenty of psychoneurotic symptoms” they did not add up to a “mass-reaction
hysteria” This is in marked contrast to Iceland, where concerned citizens wrote officials, movie

theaters were closed, and there was great concern among the public over the disease.>* Again,

299 “Dr, Shelokov Chronological File January-April 1957” in Box 9 “Alexis I. Shelokov Papers, HMD MS ACC
2011-040.”

%00 This wasn’t described by any contemporary observers as mass hysteria, though “epidemic hysteria,” meaning not
an outbreak of the disease hysteria but the mass panic, irrationality, and fear caused by any infectious outbreaks, was
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from a sociological perspective, this could be related to recent advances in polio control, and a
concomitant increase in trust in medical expertise.

Henderson seems to have used “wave” and “epidemic” synonymously, but I believe the
phrase also points to a conceptual model where on the one hand, hysteria has certain social
prerequisites, while on the other, that hysteria takes certain known forms. This model has a
hybrid diagnostic-epidemiological valence that perfectly encapsulates the EIS’s methods and
epistemological stance. Comprised of doctors dually trained as clinicians and epidemiologists,
the “medical detectives” put together clues from symptoms and outbreak patterns to discern the
ultimate, and crucially specific, cause of an epidemic. Public panic was a necessary cause of a
hysterical outbreak, while a diagnosis of “hysterical paralysis” was foreclosed by the wave
Henderson and Poskanzer saw.?"!

Waves have a long history in epidemiological thinking, dating back centuries to colonial
British attention to patterns of disease and mortality within and outside of epidemics.3*?> Colonial
administrators from the mid nineteenth century noted how social and economic upheaval,
geography, and climate affected the incidence and spread of disease, and began to plot statistics
on graphs, revealing wave forms that rose and fell like actual waves on an ocean. These were a
tool of data visualization, and seemingly agnostic about the cause underlying the ebbs and flows
of disease rates, whether social or natural. Such practices shifted from retrospective to

prospective in the early twentieth century with attempts to model epidemic patterns and

encephalides were always of interest to EIS because “they appear so unpredictably and with so much public
hysteria.” Langmuir, “The Epidemic Intelligence Service of the Center for Disease Control.”

307 See chapter 2 for a more in-depth discussion of hysterical paralysis in midcentury US medicine.

302 Jones and Helmreich, “The Shape of Epidemics.”
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outcomes through differential equations that factored in the size a population, a disease’s
infectivity, and patterns of immunity following infection. These models attempted to grasp the
underlying mechanism of epidemics, rather than simply visualize their effects, and thereby
forecast outcomes. These epidemic waves, now a “naturalistic and technical object,” could also
distract from the forces driving epidemics by diverting attention to the technical feat of
modeling, a reductionistic viewpoint that sidelined public health action in favor of mathematical
mastery.

In outbreaks like Punta Gorda, epidemiologists were in some ways approaching waves
like their nineteenth century counterparts—as data to be graphed, but also incorporating the
insights of more recent work, that such graphic forms had the power to reveal truths about
disease. In Poskanzer’s paper, he charts the date of onset of cases, showing a clear rise and fall
around early May. Gilliam’s earlier assertion, too, that the Los Angeles County disease outbreak
“was spread as an infectious disease would be expected to be spread” shows this.

Interestingly, there actually were outbreaks of hysterical paralysis. Maybe they did not
see it in their literature review, but doctors had been publishing reports since at least 1947 about
hysterical (meaning emotions causing physical) symptoms of muscular weakness and paralysis,
usually in the tense context of polio outbreaks. The paralysis originating in the mind had a
superficial resemblance to poliomyelitis paralysis, but the distinction was either drawn from
neurologist’s tests, assessing reflexes and various responses to stimuli, or just the tacit judgment
that the patient seemed capable of more movement/sensation than they were letting on.

A 1958 case report in Physical Therapy opens, “differentiation of the symptom complex

of hysterical paralysis from poliomyelitis does not appear to be a frequent diagnostic
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problem.”?% Citing two other case reports in the literature, the authors describe two cases of their
own from the approximately 200 cases referred to the Jewish Chronic Disease Hospital for
treatment and rehabilitation in a five-year period from 1952-1957.

One case hewed closely to a typical clinical course of polio while the other more
immediately suggested hysteria. In the first, a seven-year-old girl was diagnosed with polio after
a short febrile illness, weakness, and apparent paralysis. When her muscles and nerves were
tested her responses were “variable and fluctuating,” and, the authors continue, “It was felt that
the patient was capable of performing at a much higher level than the testing indicated.” Perhaps
because of these tests, or simply as standard practice, the patient was referred to several other
departments: neurological, orthopedic, psychological, and social service. The psychology service
“concluded that there was no tangible psychic mechanism which would indicate a primary
psychogenic origin for the paralytic manifestation,” while the neurological department noted
equivocal results, mostly normal reflexes but “diffuse involvement of the extremities” The
consensus at the hospital was that the patient had poliomyelitis, and she was given physical and
occupational therapy for muscle reeducation. She greatly improved within a few weeks, but
nonetheless four months in the hospital and another year visiting the outpatient clinic, where her
gait was noted to be normal, and she was considered cured.

The second case, a 20-year-old woman, was also initially diagnosed as poliomyelitis but
numerous strange tests of muscle ability, with “bizarre patterns of movement.” The patient was
unable to lift her left leg when lying on her side, for example, but when it was lifted for her, the

leg was held in place for a moment before gently dropping back down. These tests suggested to

303 Joseph B. Rogoff and Murray Chrystal, “Hysterical Paralysis, Diagnosed as Poliomyelitis,” Physical Therapy 38,
no. 5 (May 1, 1958): 331, https://doi.org/10.1093/ptj/38.5.331.
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the treatment team that the patient’s paralysis was probably not organic and “a diagnosis of
possible conversion hysteria was made.” A psychiatric consult revealed a “deep seated emotional
problem which was being held at a standstill by her hospitalization.” The patient nevertheless
refused psychiatric care and was discharged. The authors conclude these two case descriptions
with the assessment that clinical and laboratory findings as well as the patients’ courses all
suggested a diagnosis of conversion hysteria rather than “any organic involvement.” They further
suggest that “psychogenic equivalents of poliomyelitis” are seen and diagnosed more frequently
than the medical literature suggests. This article seems to soberly suggest that such conversion
hysteria might be a non-sensational aspect of regular clinical practice, unremarkable to encounter
and worth discussing more widely.

On the other hand, there were apparently cases of hysterical paralysis with cases of
poliomyelitis, where the presence of the organic disease was not thrown into question by the
presence of a putatively hysterical symptom. In the report “Hysterical Paralysis Associated with
Poliomyelitis” the authors describe a housewife diagnosed with polio, and because of her more
definitive clinical symptoms and some positive laboratory findings—elevated cell counts in a
lumbar puncture. The psychological backstory of this patient is revealed in much greater detail,
involving a difficult “marital adjustment” that devolved into her husband shooting himself in the
chest out of jealousy, both parties covering up the suicide attempt, and the wife falling ill a week
after he returned home from the hospital. This apparently did not call into question the initial

diagnosis of poliomyelitis, however, and the authors conclude that “there are many emotional
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repercussions in poliomyelitis, and that on occasion the illness may be utilized in a hysterical
conversion,”3%

An article in NEJM noted five cases “closely simulating poliomyelitis” during a wave of
34 new polio cases in a week during August 1946. The authors distinguished two causes of
hysterical paralysis resembling polio, one in which an environment of excess fear caused by
polio epidemics and sensational news coverage lead to a “dissociation in motor activity” and a
more typical one in which emotions or neuroses cause a conversion mechanism resembling
paralysis. Four of the cases were of this former category and promptly recovered when the nature
of their illness was explained to them. One case was of the latter type and the patient could not

accept the explanation her doctors gave her, as she had “little, if any, conscious appreciation” of

the “personal and emotional problems” behind these conversion symptoms.

Surveillance and Its Limits

These outbreaks occurred at a moment of change in epidemiology as multicausal
frameworks were coming into use to understand cancer and cardiovascular disease, while the EIS
had a more monocausal understanding of infectious disease, in line with its goal of disease
surveillance, which scholars have argued grew out of Cold War fears of biological weapons.
Techniques of disease surveillance originated in Victorian public health, argues Graham Mooney,

and underlay the period’s essential epidemiological practices, as Jacob Steere-Williams has

304 Richard H. Young and Harland T. Hermann, “Hysterical Paralysis Associated with Poliomyelitis,” Journal of the
American Medical Association 147, no. 12 (November 17, 1951): 1133,
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shown.?*> However, Alexander Langmuir, the founder of the EIS and Henderson’s boss and
mentor, supposedly popularized the term “surveillance” and merged it with the new notion of
preparedness (itself arising from the existential threat posed by nuclear weapons), to spawn a
technocratic infrastructure for managing disease threats. The Punta Gorda outbreak is notable not
just for the confusing clinical and epidemiological characteristics the investigators confronted,
but for its inability to slot into an existing technology, the outbreak investigation and report. This
was a key step in the surveillance infrastructure and without any causative agent pinpointed, the
disease remained uncategorized and unexplained.

In contrast to Iceland, public health authorities were configured differently around this
outbreak because of the CDC’s epidemic surveillance infrastructure. In the late 1940s, Iceland
was a tiny country coming out of centuries of isolation through an enormous influx of
development funding from the Marshall Plan. Its public health infrastructure was coordinated
between district health officers and the national Director of Health, and able to act nationally
across the small island. In the mid 1950’s US, the CDCs surveillance and control methods were
deliberately diffuse and flexible, though controlled centrally out of Atlanta, enabling EIS agents
spread throughout the country to respond to local epidemics. The system was designed for
efficiency, hopefully detecting outbreaks before they gained enough traction to threaten larger
swaths of the country, but for new and mysterious diseases like epidemic neuromyasthenia, the
Epidemic Intelligence model failed to glean much.

This was because of its reliance on laboratory methods to identify disease. Henderson

reflected in the New Yorker: “Diagnosis is the key in most investigations. Once that is

305 Graham Mooney, Intrusive Interventions: Public Health, Domestic Space, and Infectious Disease Surveillance in
England, 1840-1914 (Woodbridge: Boydell & Brewer, 2015); Jacob Steere-Williams, The Filth Disease: Typhoid
Fever and the Practices of Epidemiology in Victorian England (Boydell & Brewer Limited, 2020).
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accomplished the rest is usually only a matter of time. The cause is implicit in the nature of the
disease, and the cause suggests the source of the trouble. It tells us what to look for and where. In
this case, we had a diagnosis—a kind of diagnosis—but it told us hardly anything. It was only a
name—a label.” Roueche’s many other articles on the EIS featured in the Annals of Medicine
series in The New Yorker show the extent of this formula; the “medical detectives” usually begin
from symptoms and outbreak patterns and gradually converge on a disease culprit through
continual hypothesis testing via laboratory methods. In Punta Gorda, working with a label rather
than a potential etiology and mechanism, lab tests of white blood cells, electroencephalograms,
and attempts to isolate and culture a causative agent all failed to reveal anything about the
disease except for what it was not. And because bacterial testing was much more accurate at this
time than viral, as Henderson explained, they could be more comfortable ascribing the cause to
an unknown virus, presuming that the agent could slip through their contemporary lab diagnostic
techniques.

Finally, closing the loop between these epidemics, Gilliam, who was a professor at John’s
Hopkins at this time, still took an interest in this type of outbreak and brought his Los Angeles
report to the NIH investigators attention, who shared it with their colleagues at the CDC.
Henderson noted that they would not have found it otherwise, looking in the Index Medicus,
because it was a government document.*® Henderson and Shelokov began a decades-long
correspondence about their work on the respective outbreaks, eventually co-authoring a review
on the syndrome that Shelokov would name epidemic neuromyasthenia. Shelokov’s papers do

not contain any of his thinking from the 1950s when he coined the name, but in several

%6 D, A. Henderson, “Reflections on Epidemic Neuromyasthenia (Chronic Fatigue Syndrome),” Clinical Infectious
Diseases 18 (1994): S3—6.

136



documents, he describes his thought process after the fact. In 1987 he included a document in his
subject file on epidemic neuromyasthenia—ENM as he abbreviated it—which explained that his
name was intended to convey medical ignorance of the mechanism while describing the
muscular weakness, “possibly” produced by a “neurological lesion or by a combination of nerve
and muscle lesions.”3%” Rejecting the name which had emerged out of a British outbreak, “benign
myalgic encephalomyelitis,” he argued the disease was not benign due to the extensive disability
it causes, and that he did not believe there was a neurological inflammatory process taking place,

308 Epidemic neuromyasthenia thus became the official

as “encephalomyelitis” would imply.
name in CDC and NIH publications on these outbreaks.

In a NEJM review article on epidemic neuromyasthenia in 1959, Henderson and a
colleague described the “protracted debility” patients in several epidemics experienced,
summarizing that “among 198 cases in the [LA Hospital outbreak], the average time lost from

309 and in the

work was fourteen weeks: 24% of the personnel lost more than twenty weeks,
1955 Royal Free Hospital outbreak in London, inpatient care among the 300 cases lasted over a
month for 43% of patients. Henderson’s description of the illness’s course bears some
commonalities with the previous outbreaks and with contemporary descriptions of long COVID
and ME/CFS, albeit with a much more optimistic image of recovery. Follow up studies for some
of these outbreaks further illustrate the long-term effects of the illness: “definite gradual

improvement extending over several years’ time.” They noted that “exacerbations or relapses of

varying severity, although mimicking the original acute phase of illness, became increasingly

307 “ENM-General” Box 6 “Alexis I. Shelokov Papers, HMD MS ACC 2011-040.”
308 “ENM-General” Box 6 “Alexis I. Shelokov Papers, HMD MS ACC 2011-040.”

309 Henderson and Shelokov, “Epidemic Neuromyasthenia — Clinical Syndrome?,” 762.
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milder and of shorter duration...An eighteen-month re-examination of patients from the Punta
Gorda outbreak revealed all to be much improved or essentially well. Residual symptoms...were
noted by some but were so equivocal as to be difficult to ascribe to the original illness.”*'? This
epidemiological data can only partially conjure the patient experience of the illness, but I think
it’s also an important opportunity to examine epidemiological methods for understanding illness
on a longer timeline, occurring at a moment when epidemiology turned towards chronic disease.
In attempting to classify the recovery patterns of patients, the investigators in Florida counted
days as asymptomatic, symptomatic but able to work, symptoms that restricted activity, or
confined to bed rest and apparently aggregated the total “patient days” in a month to show
progress over 6 months. So, after two months when 17 patients reported spending a significant
amount of time at bed rest, this equaled 55% of the total patient days, giving somewhat of a

picture of the burden of illness on a community, interestingly.

310 Henderson and Shelokov, 762.
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The primacy of lab-gleaned insights in EIS outbreak responses meant that investigators
found no satisfying explanations for the Punta Gorda outbreak. Though the actors in clinical
medicine, laboratory pathophysiology, epidemiology, and governmental public health were the
same group of people wearing multiple hats, the disease could not be triangulated between the
different fields, leaving it a clinical and epidemiological entity only.

Epidemic neuromyasthenia escaped the attention of CDC disease surveillance for
decades, whether because outbreaks no longer occurred or because the disease was understood
differently on clinical and epidemiological levels. In the 1990s, Henderson described how in
1984, CDC colleagues investigating the mysterious outbreak at the California-Nevada border

were surprised to hear about epidemic neuromyasthenia; their literature review had only

311 Poskanzer et al., “Epidemic Neuromyasthenia-- An Outbreak in Punta Gorda, Florida,” 358. Reproduced with
permission from (Poskanzer et al., N Engl J Med 1957; 257:356-364), Copyright Massachusetts Medical Society.
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stretched back to 1965. “I do not appreciate my earliest papers being treated as some form of
prehistory” he joked. But epidemic neuromyasthenia and Iceland disease were, in a sense,
prehistory, because the label fell out of use and ceased to be of value to various forms of expert.
Without expert consensus about the existence of a disease entity to coordinate knowledge across
fields and time, the disease became fragmented and for a time forgotten as a precedent for
ME/CFS and long COVID. Suspected outbreaks in the late fifties through early sixties did not
get a public health response in time—Henderson and his EIS colleagues considered the early
stages of an epidemic crucial for the possibility of isolating a pathogen—and without the
combined response of various fields of public health science epidemic neuromyasthenia lost its
function as a boundary object. The cohesion between a disease and its specific cause, cellular
mechanisms, or visible derangements was simply too important in midcentury American public
health.

Alexis Shelokov, participating in the same 1994 conference as Henderson, reflected on
boundary issues that plagued the epidemic intelligence model in general. He described the
different “optical prisms” that different disciplines use to view the same disease, highlighting the
features relevant to their own knowledge practices, the result of which may be constructing
distinct disease entities, without technologies of communication across the disciplines.3!?
Shelokov used an example of a much less mysterious disease than chronic fatigue syndrome to
illustrate the principle—a new virus causing Simian Hemorrhagic Fever which his team
discovered. Presenting on SHF to a group of neurologists in the USSR, the Soviets realized they
had experienced possibly the same disease outbreak. To Shelokov’s team of virologists, the

entity was “a familiar viral hemorrhagic fever accompanied by various severs systemic

312 Alexis Shelokov, “Comments on Chronic Fatigue Syndrome,” Clinical Infectious Diseases 18 (1994): S9.
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disorders” with central nervous system involvement, while for the Soviet neurologists and
neurophysiologists it was “a febrile, usually fatal disease with a spectrum of systemic
manifestations, prominent among which were neurological signs and some severe bleeding.”3!3
The point being that their descriptions precluded them from realizing they were viewing the
same entity prior to the presentation; their recordings and publications on the two outbreaks did
not link them because the “optical prisms” just refracted their own knowledge.

How might “optical prisms” compare with other formulations that historians of medicine
have developed to describe how social forces shape how scientific objects become known? In
coining the term “framing disease” in an anthology of the same name, Charles Rosenberg said
that “framing” was a less “programmatically charged metaphor” than construction. He argued
that “social construction”—in addition to being tautological because “in some ways disease does
not exist until we have agreed it does, by perceiving, naming, and responding to it”"—focuses too
much on the arbitrariness of disease definition, comes out of a tradition of relativism and
skepticism of knowledge claims, and had tended to focus narrowly on diseases without a clear
biological basis and outsized cultural resonance like hysteria and neurasthenia.?!'* This is the
programmatic charge Rosenberg referred to, and framing is thus a more capacious metaphor,
crucially involving biology in all the ways it shapes disease course. AIDS, as Rosenberg
described extensively elsewhere, is irreducibly biological and social. The long latent period of

the virus after infection, for example, enabled groups like ACT-UP to form and carry out

313 Shelokov, S9.

314 Charles E. Rosenberg, Janet Golden, and Steven J. Peitzman, “Framing Disease,” Hospital Practice 27, no. 7
(July 15, 1992): 179-80, https://doi.org/10.1080/21548331.1992.11705460.
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transformational activism while HIV-positive people were still healthy and feeling the urgency
of the one-time deadly diagnosis.3!3

Shelokov’s example would fit quite neatly in Rosenberg’s metaphor, in fact. Rosenberg
writes that “differences in specialty, in institutional setting, in academic training, for example,
can all play a role in the process through which physicians formulate and agree upon definitions
of disease—in terms of both concept formation and ultimate application in practice.”*'® Shelokov
emphasized how such social factors can hinder knowledge transmission, the way an optical
prism refracts light according to its own geometry. “Framing” could equally apply to the framing
of a structure (not totally escaping the power of the construction metaphor) or putting a frame
around a picture, delimiting its borders and focusing the eye, but indicates in a similar way the

crucial role played by the structures—of a house or a picture frame—which exist to study,

describe, and explain disease.

Conclusion

What changed the way epidemic neuromyasthenia was understood and perceived—as
infectious or hysterical, as a legitimate public health threat or much ado about nothing?
Especially important were changing clinical diagnostic technologies that went from generally
ineffective on any sort of disease, as in the 1934 hospital outbreak where causality was equally
hard to pinpoint for the more typical city- and countywide polio outbreak, to plausibly

ineffective on a mysterious disease entity, whether because of Iceland’s geographic isolation

315 Rosenberg, “What Is an Epidemic?”

318 Rosenberg, Golden, and Peitzman, “Framing Disease,” 180.
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from major biomedical centers or investigators’ faith in Florida that their tests could catch an
unknown bacterium but not a virus.

Also changing over this period was the disease entity itself, coming into existence as a
medico-scientific object that obtained across disparate outbreaks. The clinical and
epidemiological research on the disease entity accreted into a certain solidity by the 1960’s, yet
as an epidemiological object it fell into obscurity. Henderson still considered epidemic
neuromyasthenia a threat after the EIS investigation, but he thought outbreaks ceased until 1984
in Lake Tahoe, when a new, yet familiar disease arose and was labeled chronic fatigue
syndrome.

What did remain remarkably consistent across this period, was the effect the disease had
on patient’s lives. Its long course and tendency to relapse stayed constant over these outbreaks
and into the present with ME/CFS and long COVID. Technical definitions of epidemic
neuromyasthenia took precedence over patient-centric definitions, however. This is
understandable for this point in medical history, but in more recent years and especially in the
COVID-19 pandemic we are seeing increasingly powerful and vocal patients able to participate
in the way these conditions are researched and defined.

This patient organizing in ME/CFS and long COVID has also helped bring epidemic
neuromyasthenia out of history, and into contemporary conversations. One example of this is the
documentary I Remember ME, made by Kim Snyder, a filmmaker with ME/CFS, who visited
several sites of past outbreaks, including Punta Gorda. Her interviews with several women

affected show how they remained atomized after the EIS investigators left town. Some struggled
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for years with their symptoms, but most were in good health by the time they were happily

reunited through Snyder’s work.3!”

317 I Remember ME (Full Length Version), 2012, https://www.youtube.com/watch?v=401--WCB5dc.
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Chapter 4: After the OQutbreaks: Creating and Reevaluating Disease
Categories

Epidemic neuromyasthenia became a distinct entity out of various far-flung outbreaks
and was seemingly reclassified with the rise of the mass hysteria hypothesis and a concomitant
decline of outbreaks in the Anglophone medical world. Understanding whether outbreaks
declined due to the mass hysteria hypothesis or other, perhaps epidemiological forces is complex,
but the timeline of the two events suggests that increased medical skepticism drove the decline in
reported outbreaks. In past outbreaks, local doctors activated a public health response when they
began seeing patients with vague and protean symptoms, but now doctors could dismiss those
patients and keep the problem local. An article by two London psychiatrists, McEvedy and
Beard’s article “Royal Free Epidemic of 1955: A Reconsideration”—an early argument that
epidemic neuromyasthenia outbreaks were entirely a manifestation of epidemic hysteria—
influenced the medical community to lose interest in epidemic neuromyasthenia, while a few
dedicated clinician scientists who had seen outbreaks firsthand remained confident that the
syndrome was the result of an organic process.

Positive proof (presence of confirmatory evidence, suggesting what the syndrome was)
accumulated around psychological explanations for epidemic neuromyasthenia, while negative
proof (absence of evidence, pointing to what the syndrome was not) for infectious explanations
also accumulated. In the hierarchy of medical evidence, pathophysiological changes that could
be revealed through laboratory work carried more weight than epidemiological patterns or
clinical findings, and the absence of the former—even in the presence of the latter—pointed to a
psychological explanation for many medical observers. Nevertheless, many of the physicians and

scientists who had responded to outbreaks of epidemic neuromyasthenia since the 1940s
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remained committed to the theory that the disease was infectious and caused by an as-yet-
undiscovered pathogen.

Over the years and outbreaks of epidemic neuromyasthenia, the syndrome gradually
came to occupy a “residual category” in medicine. Sociologists Geoffrey Bowker and Susan
Leigh Starr coined this term to describe the inevitable gaps in any classification system (such as
medical nosology) that result from the system’s origin as “a treaty or cover of some sort that
hides the messier version of what is inside.”3!® Categorization systems can never capture the
world exactly as it is because they arise from the messy every day practices of people working in
their fields. In this case, early outbreaks of epidemic neuromyasthenia fit into the medical
category of atypical poliomyelitis, then an unexplained syndrome of possible viral origin.

As polio diagnostic capabilities increased, the former category became untenable, and the
latter started to seem less likely as other, unexplained viral outbreaks occurred and were quickly
explained over the 1950s using new animal culture methods involving newborn mice rather than
adult animals.?'” These were Coxsackie virus (discovered in 1948 to cause a syndrome
resembling poliomyelitis) and ECHO viruses, first discovered separate from any disease then
gradually matched to various polio like syndromes. If these could arise and be matched between
virus and syndrome, why was epidemic neuromyasthenia not responsive to the same methods?

This process resembled “the disappearance of hysteria” Mark Micale traced over the late

19t century as bacteriological, psychological, and neurological developments changed medical

318 Susan Leigh Star and Geoffrey C. Bowker, “Enacting Silence: Residual Categories as a Challenge for Ethics,
Information Systems, and Communication,” Ethics and Information Technology 9, no. 4 (December 2007): 273,
https://doi.org/10.1007/s10676-007-9141-7.

319 Curnen, Shaw, and Melnick, “Disease Resembling Nonparalytic Poliomyelitis Associated with a Virus
Pathogenic for Infant Mice.”
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nosology and nosography, parceling out cases that formerly would have been diagnosed as
hysteria into other specialties. In Micale’s analysis, what remained was no longer necessarily
legible in the domain of organic medicine, as changing categorizations not only sheared
particular symptomologies from the former (enormous) entity of hysteria into the remit of new or
different specialisms but changed the very meaning of those symptoms so that what remained
might be psychiatric, medical, or purely psychological (“hysterical overlay”). From Micale:
“Those bits and pieces of the historical hysterias that were not gathered up and used in the
construction of fresh categories were conveyed more or less intact to the present, where they
form the specialized and enormously reduced usages of the hysteria concept in current-day
psychiatric medicine.” This concept of hysterical overlay was an important aspect of the clinical
description of epidemic neuromyasthenia.

This chapter joins other histories of neurology—especially the intersection of neurology,
psychiatry, and epidemics—to argue that neurology produced unique kinds of knowledge in
twentieth century medicine because of the field’s inextricably patient-centered methods.32°
Specifically, outbreaks of epidemic neuromyasthenia provided an opportunity for neurologists to
test external functions of the body to visualize internal processes, a common feature of
biomedicine which nonetheless lagged behind for neurology as the brain and nervous systems
were often impossible to access in a living patient. Doctors had to engage with patients,
subjectively and objectively, and this made neurological knowledge particularly responsive to

patient’s reports of their own suffering. However, neurological insights had been brought to

many previous outbreaks with few conclusive results, and in the absence of a clear organic

320 Stephen Casper and L. Stephen Jacyna, The Neurological Patient in History (University of Rochester Press,
2012), https://muse-jhu-edu.ezp-prod1.hul.harvard.edu/book/73643; Kroker, “Encephalitis Lethargica.”
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pathology, these were now marshalled to distance the syndrome from the field of neurology.
Tests for function, weakness, and paralysis were mapped onto the body to show the biological
implausibility of the condition, pushing the diagnosis into the realm hysteria, which had once

been within neurology’s remit but was now considered a psychiatric condition.>?!

Making “Epidemic Neuromyasthenia”

What brought this disease to medical attention as a distinct entity, despite closely
resembling other conditions (like poliomyelitis, viral encephalitis, and other Coxsackie and
ECHO virus diseases) and resisting biomedical explanation, were the many disturbing and
mysterious epidemics that cropped up from the 1930s onward in “civilized,” often Anglophone
countries.*?? Perhaps more indicative of publishing networks, public health infrastructure, and
the distribution of primary care than any inherent epidemiological factor, the distribution of
epidemics is interesting in itself. Beginning in Los Angeles in 1934, epidemics occurred across
the United States, in Iceland, the UK, Australia, South Africa, and New Zealand, as well as
Germany and Greece. Most articles summarizing the new syndrome did not comment on the
significance of this geographic distribution, but Henderson and Shelokov, two virologists from
the CDC and NIH, noted in their review that though “scattered in latitude and longitude,”
concentrations appearing around Florida and Southern England might reflect increased

awareness by medical professionals or “a tendency for illness to recur in areas” once it is

321 Micale, Approaching Hysteria.

322 George W. Holt, “Epidemic Neuromyasthenia: The Sporadic Form,” Journal of the Medical Sciences 249, no. 1
(January 1965): 98—112.
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established there. They also note that many outbreaks took place near salt water.*?* George Holt,
a Colorado neurologist did not mince words however: “a ‘new disease’ is spreading in the
civilized world,” he wrote in 1965. “Epidemiologic significance of this geographic factor
demands surveillance,” he continues, which seems to indicate further study was needed before
professionals could determine if outbreaks took place only in these so-called civilized countries
or around the world but undetected in developing nations.

The editors of the Lancet took note in a 1954 leading article that “in the past few years a
number of puzzling outbreaks of illness rather like poliomyelitis have been described,” a
sentiment echoed in reviews from various medical journals between the late fifties to mid-
sixties.3?* Outbreaks not only resembled polio in individual clinical cases, they sometimes
followed on the heels of local polio outbreaks and sometimes polio’s seasonality, with summer
peaks. Frequently, the disease was presumed to be polio until closer inspection eventually

revealed that it was “poliomyelitis-like” or “resembling poliomyelitis™3%

or even “simulating
poliomyelitis.”3?® Review authors noted the need for both epidemiological and lab investigations

to understand the disease in order to control it. In a 1954 Lancet editorial, the authors wrote

“there seem to be no shortcuts [to onerous laboratory study] if we want to abolish such

328 Henderson and Shelokov, “Epidemic Neuromyasthenia--Clinical Syndrome? (Concluded),” 817.

324 Acheson, “The Clinical Syndrome Variously Called Benign Myalgic Encephalomyelitis, Iceland Disease and
Epidemic Neuromyasthenia”; Holt, “EPIDEMIC NEUROMYASTHENIA”; Henderson and Shelokov, “Epidemic
Neuromyasthenia — Clinical Syndrome?”’

325 A.D. Macrae and J.F. Galpine, “An Illness Resembling Poliomyelitis: Observed in Nurses,” The Lancet 264, no.
6834 (August 1954): 350-52, https://doi.org/10.1016/S0140-6736(54)92661-6; D.W. Sumner and M.B. Mane,
“Further Outbreak of a Disease Resembling Poliomyelitis,” The Lancet 267, no. 6926 (May 26, 1956): 764—-66,
https://doi.org/10.1016/S0140-6736(56)91235-1.

326 Sigurdsson et al., “A Disease Epidemic in Iceland Simulating Poliomyelitis.”
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unsatisfactory terms as “poliomyelitis-like.”3?” By 1959 the clinical labels epidemic
neuromyasthenia or benign myalgic encephalomyelitis had stuck, with physician George Holt’s
review arguing that a single nosological entity was justified by the constellation of symptoms
and their implied underlying pathology, as well as the “characteristic epidemiologic features.”>?%,
“Epidemic neuromyasthenia” was coined by Shelokov, first used in 1957 and more popular in
America (and supposedly more popular with epidemiologists, according to Roueche’s article),3?’
while “benign myalgic encephalomyelitis” was first used in 1956 and more popular in the UK.33°
In his 1959 review, British physician E.D. Acheson wrote that “In its epidemic form- the illness
is distinctive and therefore has a rightful place in medical literature as a clinical entity. Its
epidemiological features suggest that it may be an infection. However, in the absence of any
pathological evidence it remains uncertain whether it is due to a single agent or to a group of

related agents.”33!

%27 Editor, “Not Poliomyelitis.”
528 Holt, “EPIDEMIC NEUROMYASTHENIA,” 101.

%29 Shelokov’s archival collection demonstrates that he coined the term and what inspired him to do so. (“I was not
satisfied...with any of the names proposed and tried to express my ignorance of the mechanism of the production of
this disease.”) in “ENM-General” Box 6 “Alexis 1. Shelokov Papers, HMD MS ACC 2011-040.” In the Poskanzer et
al (with D.A. Henderson and the CDC EIS) articles on the Punta Gorda outbreak, they use the term without
describing why they prefer it to “Iceland disease,” the label the Florida State Epidemiologist had originally used, or
where specifically they heard the new term. Furthermore, Henderson told Roueche for the New Yorker “I’d never
seen a case of epidemic neuromyasthenia, but I’d heard about it. I’d read the literature,” meaning at that time,
Sigurdsson’s article, reports from Australia, New York State, and Coventry and London UK, and a couple summary
editorials about the condition. Possibly also Gilliam’s report on the Los Angeles outbreak, but it seems like he didn’t
read this until after the field investigation, when he was co-authoring a review article with Shelokov. Poskanzer et
al., “Epidemic Neuromyasthenia-- An Outbreak in Punta Gorda, Florida.” Henderson, “Reflections on Epidemic
Neuromyasthenia (Chronic Fatigue Syndrome).”

330 Suggested in a Lancet editorial describing several outbreaks. Editor, “A New Clinical Entity?”

331 Acheson, “The Clinical Syndrome Variously Called Benign Myalgic Encephalomyelitis, Iceland Disease and
Epidemic Neuromyasthenia,” 592.
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The epistemological stakes were high in the choice of name for the syndrome. Authors
suggested names based on symptomatology, others contested those names because they might
imply knowledge of a pathological mechanism. Sigurdsson himself disapproved of the label
“Iceland disease,” in favor of “Akureyri disease,” presumably for purposes of geographic
specificity.?*? The prefix “benign” in front of myalgic encephalitis was intended to convey the
fact that no patients died of the condition, but investigators like Sigurdsson in Iceland remarked
that “Akureyri disease is benign in the sense that it does not kill, but in some cases it is not at all
benign in other respects.” Henderson and Shelokov supported this view: “to those who have
observed cases, the illnesses are anything but benign, except in terms of mortality.”33* They
rejected the rest of the British label, “encephalomyelitis” as it indicated an inflammatory process
in the central nervous system, which had never been objectively demonstrated in outbreaks of the
disease. Their suggestion, “epidemic neuromyasthenia,” avoided suggesting a particular
pathophysiological finding, inflammatory process, or vague geographic scope in favor of the
purely descriptive, which they felt characterized the syndrome’s symptoms without reference to
any pathological mechanism. Particularly important was the word “epidemic” appended to the
beginning of the phrase, which underscored the urgency of epidemiologic as well as clinical
study of new outbreaks.3**

Holt stressed that further epidemiological study of the rates of occurrence and
temporal/geographic mapping of outbreaks could explain the “origin and spread” of epidemic

neuromyasthenia, as “the multiple interplays of environment, pathogenicity and biomedical

332 Sigurdsson, “A New Clinical Entity?”
333 Henderson and Shelokov, “Epidemic Neuromyasthenia--Clinical Syndrome? (Concluded),” 818.

334 Henderson and Shelokov, 818.
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phenomena, induced or natural, which determine the frequencies and distributions of epidemic
neuromyasthenia within a community are unknown.”33* He continues, “The community may be
unaware of, and unprepared for, an epidemic of neuromyasthenia until most cases arc in
convalescence. Epidemiologic unpreparedness is the major technologic difficulty in establishing
the pathogeneses in neuromyasthenia.”33¢ Here, he means both public health authorities and
communities themselves are underprepared to recognize the early signs of the disease and
distinguish it from other ailments, mobilizing the necessary expert intervention to isolate a
pathogen and solve its mystery. Writing of an outbreak in New York state, physicians White and
Burtch wrote “We seriously doubt if any of these patients would have been seen early had
poliomyelitis not been known to be prevalent, making people alert to infections.”

Various frames of understanding disease, from epidemiological to clinical neurological to
virological, were applied to the syndrome rigorously if fruitlessly. Holt’s review, arguing that the
sporadic form of the disease was harder to recognize in isolated cases yet nonetheless the same
disease, demonstrates remarkable clinical detail that correlates observable signs and symptoms to
a hypothesized underlying pathology characteristic of Foucault’s notion of the medical gaze.’
“One might question the possibility of a deep cerebral origin for the hyperpathia [a neurological
term for minor stimuli provoking unexpectedly severe pain]. Spinothalamic tract transmission
[i.e. sensation or pain transmitted up the spine to the thalamus in the brain] could be affected.”

Holt noted that with available evidence, the lesion could not be labeled cerebral, segmental

(spinal), or peripheral, or even if it was a single lesion or multiple. This highly technical

335 Ibid., 100.
%3¢ Ibid., 101.

337 Foucault, The Birth of the Clinic; an Archaeology of Medical Perception.
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neurological language—hyperpathia, spinothalamic tract transmission,
peripheral/segmental/cerebral lesion—belies the deep uncertainty surrounding the condition.333
However, one physical trace seems to have emerged out of several outbreaks as characteristic
and even “pathognomonic,” i.e. specific to a particular disease or condition.**° This was
electromyographic evidence of muscle damage, noted in a couple outbreaks and used by doctors
in Los Angeles once EMG technology developed in the decades after the 1934 outbreak. As I

will describe below, even this seemingly technological and rigorous form of evidence could be

contested and used to support an organic or a hysterical theory of epidemic neuromyasthenia.

Epidemic Neuromyasthenia as Neurologic and Virologic Entity

American and British neurology have a very entangled history, which would prove
relevant as neurological expertise was applied to the mystery of epidemic neuromyasthenia post
WWII and post Akureyri, Iceland outbreak. Neurological knowledge was traded across the pond
to understand EN, through clinical observation, patient reports, physical examination, and
electromyography. As the UK and the US hosted the majority of EN outbreaks, physicians and
public health officials took the most notice and interest in the condition’s rise, investigating
outbreaks, publishing in major journals, and lobbying for general practitioners to be alert to the

syndrome’s protean manifestations.

938 Hyperpathia is a neurological condition wherein painful or bothersome stimuli provoke exaggerated levels of
pain, the spinothalamic tract is a sensory pathway to the thalamus, conveying either touch or pain and temperature.
Peripheral refers to the peripheral nervous system (all nerves and ganglia outside of the brain and spinal cord),
cerebral refers to the brain, and segmental to the spinal cord. “Hyperpathia - an Overview | ScienceDirect Topics,”
accessed March 19, 2025, https://www-sciencedirect-com.ezp-prod1.hul.harvard.edu/topics/medicine-and-
dentistry/hyperpathia; Mustafa Al-Chalabi, Vamsi Reddy, and Sonu Gupta, “Neuroanatomy, Spinothalamic Tract,”
in StatPearls (Treasure Island (FL): StatPearls Publishing, 2025), http://www.ncbi.nlm.nih.gov/books/NBK507824/.

339 R. E. Kendell, “The Psychiatric Sequelae of Benign Myalgic Encephalomyelitis,” British Journal of Psychiatry
113, no. 501 (1967): 83340, https://doi.org/10.1192/bjp.113.501.833., 837.
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Neurology, argues historian Stephen Casper, remained committed to patient experience
and testimony as a form of evidence well into the twentieth century, when many medical
specialties turned away from patients’ own reports in favor of laboratory tests and diagnostic
technologies.**’ He writes, “for much of the twentieth century, there was no technological means
of peering into the internal workings of the nervous system,” except for the ophthalmoscope
and—later—electrograms. Instead, neurologists developed tools to elicit nervous reflexes,
extracting knowledge for diagnosis through tuning forks, pins, and reflex hammers. These,
however, were necessarily paired with information about the patient as an individual, a custom
taken from an earlier, constitutional era in medicine.

Neurology would thus seem to offer a privileged position from which to understand a
disease like epidemic neuromyasthenia, a disease which appeared nosologically neurological,
lacked a clearcut connection between its objective signs and the information offered by
laboratory tests, and whose victims demonstrated a high degree of individual idiosyncrasy. In
fact, neurological testing and knowledge was enrolled to argue for the disease’s organic nature
and for its psychological nature. Ultimately, the evidence produced through neurological
techniques was inconclusive, though I argue that the presence of neurologists and their toolkits
helped legitimate epidemic neuromyasthenia at first. Later in the 1980s when chronic fatigue
syndrome was investigated by the CDC, neurological aspects took a back burner while
investigators hunted for a virus, such that the disease seemed immaterial when no viral cause was
located, rather than appearing to be a mystery neurological syndrome like epidemic

neuromyasthenia.

340 Casper and Jacyna, The Neurological Patient in History, 24.
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This idea of neurology as a holdover from an earlier, more humane era of medicine in its
attention to individual patients is countered by examining a similar disease to epidemic
neuromyasthenia, encephalitis lethargica. Historian Kenton Kroker argues that encephalitis
lethargica, which emerged as a new infectious disease at the end of WWI, was eagerly seized
upon by neurologists in the 1920s as a novel infectious disease within their remit that could bring
their specialty into the laboratory-based future of medicine out of the past of diagnosis from
symptoms and physical exams, only to be abandoned when a clear etiology failed to materialize.
The epidemic nature of encephalitis lethargica provided an opportunity to break out of certain
limitations neurology had faced up to that point—its focus on diagnosis in the absence of
effective treatments, the ungeneralizable nature of knowledge generated from case histories—
whereby cases could be reported to public health authorities and biomedical knowledge about the

disease could be disseminated to individual practitioners.

The failure of this vision in the 1920s could have made many American and British
neurologists wary of the promises of investigating such a similar condition which emerged in the
1950s just as the number of encephalitis lethargica patients were declining. Instead, it seems as
though the experience with the disease enabled some practitioners to take epidemic
neuromyasthenia seriously, despite persistent rumors that it was simply a manifestation of
hysteria. Encephalitis lethargica, after all, was in its heyday seen as infectious while also

occasionally having a hysterical character.’*! One British neurologist compared the two in 1967:

341 Historian Kenton Kroker described one 1920s neurologist’s view of encephalitis lethargica thus: “The fact that
the diagnosis itself frequently bordered on the whimsical seems not to have bothered even a former skeptic such as
Dana...His own casebooks reveal that the supposedly pathognomonic symptoms of the disease (ocular paralysis,
fever, and lethargy) were frequently absented when he diagnosed “encephalitis,” a term he sometimes combined
with “confusional psychosis” or even “hysteria.” Kroker, “Encephalitis Lethargica.”
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“If a high proportion of patients develop, either after or during an encephalitic

illness, psychiatric symptoms which are rarely seen in the course of other

encephalitides, there are strong grounds for assuming that the illness is

responsible for those symptoms. The delinquent behavior in young victims which

followed the epidemics of encephalitis lethargica in the 1920s is a case in point.

The psychiatric disturbances occurring during the acute phase of epidemics of

myalgic encephalomyelitis were so widespread and so similar from one epidemic

to another that the presence of a specific underlying disturbance of cerebral

function can hardly be doubted.”3*?

Doctors at the Royal Free Hospital outbreak of 1955 in London noted that encephalitis
lethargica and the new disease, labeled myalgic encephalomyelitis, showed similar
electroencephalogram abnormalities.>** Another outbreak report from England in 19535, this one
from Cumberland and published as the medical dissertation of a general practitioner, considered
encephalitis lethargica among eight other differential diagnoses for a condition strongly
resembling those of the Royal Free and Akureyri outbreaks. Wallis, the physician, noted that the
cases in the Cumberland epidemic exhibited a much lower degree of disability and severity
compared to encephalitis lethargica, but one woman had certain classical symptoms of EL such

as a stooped posture, oily skin and flat affect, and Parkinsonian tremors.3#4

Richard Taylor, in preparing a report on the disease in Akureyri, Iceland, noted the
similarity between Iceland disease and Coxsackie virus disease. He continued, “One also calls to
mind von Economo's disease [encephalitis lethargica], and the mental and eye symptoms and

tremors that some of the patients manifested are suggestive, but in general the symptomatology

342 Kendell, “The Psychiatric Sequelae of Benign Myalgic Encephalomyelitis,” 837.

343 A. Melvin Ramsay and E. O’Sullivan, “Encephalomyelitis Simulating Poliomyelitis,” The Lancet, Originally
published as Volume 1, Issue 6926, 267, no. 6926 (May 26, 1956): 761-64, https://doi.org/10.1016/S0140-
6736(56)91234-X.

344 A. L. Wallis, “Investigation into an Unusual Disease Seen in Epidemic and Sporadic Form in a General Practice
in Cumberland in 1955 & Subsequent Years,” 1957, 94, https://era.ed.ac.uk/handle/1842/9382.
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bears little in common.”* In his History of Poliomyelitis, Yale polio scientist John Paul
described concern among doctors in the 1920s in the wake of encephalitis lethargica, the increase
in epidemics of poliomyelitis and Japanese encephalitis, and the sudden appearance of a new,
severe encephalitis in Australia, that humans were increasingly susceptible to infections of the
central nervous system. He speculated that perhaps these were “old diseases which only
occasionally came to the surface, at intervals of many years.”3*¢ And that, while many felt relief
at the sharp decline of EL after the 1920s, there was no indication it was gone permanently when

he was writing in the 1960s; he felt it was likely to return again at some point.

Neurology as a specialty had also long been concerned with the differentiation of organic
and functional (i.e. psychological, hysterical, psychosomatic) complaints. Historian Mark Micale
argues that Babinski’s sign was pivotal in differentiating “hysterical hemiplegias [paralysis on
one side of the body] and paraplegias [paralysis of the lower body and or limbs]” from paralyses
with organic, “especially cerebrovascular,” origins.>*” Various other reflexes also provided the
grounds for differentiating the organic from the functional.’*® Derek Denny-Brown was a
renowned neurologist who helped develop electromyography and also wrote a well-known
handbook for neurological examinations in 1946, which instructs on how to identify hysterical
signs seven times throughout its hundred-odd pages, as well as three mentions of avoiding

“suggestion” in test results, as in “suggested analgesia” which can be countered by “repeated

345 Taylor, “Taylor, Richard - Diary - VIR, 1949 Box 1 Folder 4.”

348 Paul, A History of Poliomyelitis, 168.

347 Micale, “On the ‘Disappearance’ of Hysteria,” 509.

348 A recent edition of Harrison’s Manual of Medicine identifies six signs neurologists may use when determining

the origin of a patient’s limb weakness. These signs differentiate between upper motor neuron, lower motor neuron,
myopathic, and “psychogenic” origins of weakness.
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painful pin prick.”** For example: “Hysterical tremor may have a similar rhythm [to a
Parkinsonian tremor], but it’s important features are the increase in amplitude with attempted
movement or on [examiner’s] order to attempt to cease the movement, and the spread of the
tremor to other joints as soon as the observer grasps the affected part firmly and stops the
tremor.”3%0
Electromyography

Electromyography uses tiny needles with electrodes inserted into muscles to measure
their electrical activity. The test aims to measure a muscle’s spontaneous electrical activity at rest
and during voluntary contractions, once a baseline resting signal is established.’*! EMGs are

based on the concept of the motor unit, where one motor neuron corresponds to a group of

muscle fibers in a specific muscle, established in 1925 by two British neurologists.?>> Amplifiers,

34 Denny-Brown, Handbook of Neurological Examination and Case Recording, 40.
30 Denny-Brown, 27.

31 “Electromyography (EMG),” April 24, 2023, https://www.hopkinsmedicine.org/health/treatment-tests-and-
therapies/electromyography-emg.

%2 Richard F Mayer, “The Motor Unit and Electromyography—the Legacy of Derek Denny-Brown,” Journal of the
Neurological Sciences 189, no. 1 (August 15, 2001): 7, https://doi.org/10.1016/S0022-510X(01)00539-1.
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oscilloscopes, and oscillographs enabled this motor unit action potential to be recorded as a

squiggly line on paper.
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Fig. |—Electromyographs from case | : upper register, from left tibialis anterior muscle
on maximal valition, showing grouping of large polyphasic motor-unit potentials ;
lower register, from right tibialis anterior muscle on maximal volition, showing
complete interference pattern of normal motor-unit potentials. (Calibration 500 and
100 .V at 50 cycles per sec.)

X

Figure 3: Abnormal motor-unit potentials found with electromyography.*:

In 1938 British neurologists Derek Denny-Brown and his colleague Joseph Buford
Pennybacker further developed the diagnostic abilities of the EMG with a report on its use
differentiating neurogenic and myogenic neurological signs, and thus diseases of nerve
degeneration like amyotrophic lateral sclerosis (ALS) from diseases of muscle degeneration like
muscular dystrophy. Using pressure readings of muscle twitches and electrical readings of motor
unit action potentials, they were able to “separate the action potentials of single denervated
muscle fibers, termed fibrillations, from the action potentials of single discharging motor
neurons, termed fasciculations.”** Fasciculations figured prominently in neurological
discussions of epidemic neuromyasthenia—and arguments for its organic etiology—as these

were some of the few physical findings in outbreaks.

358 "Reprinted from Lancet, Vol 267, A. Melvin Ramsay, E. O'Sullivan, Encephalomyelitis Simulating
Poliomyelitis, Pages 761-764, Copyright 1956, with permission from Elsevier.

354 Mayer, “The Motor Unit and Electromyography—the Legacy of Derek Denny-Brown.”
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EMG was sometimes used to diagnose poliomyelitis, but it would not be until WWII that
EMG technology was put into portable machines and not just used in academic medical contexts.
Other diagnostic methods like direct neurological examination served doctors just as well as the
high-tech new equipment, and many electroencephalographers were slow to adopt the new
technology. In 1953 a joint society for electroencephalographers and electromyographers was
founded, as the electromyographers would not have had sufficient membership numbers alone.3>
Eventually, however, the muscle wasting in paralytic cases of poliomyelitis was studied using the
EMG, and a characteristic reading produced, which differed from the readings epidemic
neuromyasthenia patients produced.>

A 1959 review in The American Journal of Medicine by physician-epidemiologist E.D.
Acheson noted electromyography was nearly the only pathological finding in several outbreaks.
Three studies found “a consistent electromyographic pattern in affected muscles on voluntary
movement” (i.e. caused by muscle pathology, not nerve pathology) but the language of the
review leaves unclear the significance of this pattern.®” Acheson notes “fasciculation potentials,”

“abnormality of recruitment” [of electrical signals transferred from nerves to muscles], and a

reduction in the number of motor unit potentials, “however, the accompanying evidence of nerve

35 Richard Leblanc, “Herbert Jasper in Paris and the Origin of Electromyography,” Neurology 100, no. 3 (January
17,2023): 138-42, https://doi.org/10.1212/WNL.0000000000201483.

356 Damaged or destroyed anterior horn cells were found to produce particular readings: sick cells “produce highly
polyphasic activity” permanently, while the destroyed cells paralyze affected muscles and “from which profuse
denervation activity is recorded,” also permanently**® In epidemic neuromyasthenia, however, abnormal EMG
readings were found to be “mild and in the majority of cases reversible.” Marinacci and Von Hagen, “The Value of
the Electromyogram in the Diagnosis of Iceland Disease,” 248.

37 These studies were Macrae and Galpine in 1954, Richardson in 1956 (the Royal Free Outbreak of 1955), and
Ramsay in 1957 (also related to the Royal Free outbreak).
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fibre degeneration which might be expected in a protracted lesion of the motor neurone was not
obtained” he reports.3>8

Writing in the 1960s, two neurologists from the Los Angeles County General Hospital
described “The Value of the Electromyogram in the Diagnosis of Iceland Disease.” From 1948,
they report, the neurologists tested patients still experiencing the effects of the Los Angeles
County General Hospital outbreak of 1934, who they retroactively were labeling with Iceland
disease, interchangeable with epidemic neuromyasthenia by then. They describe certain
characteristic changes to EMG readings, a pattern of mild and reversible abnormalities in the
lower motor neuron with “radiculopathy,” or a pinched nerve.3>°

These authors all seem to be relying on the idea is that EMG is an objective technology,
and because consistent objective clinical finding had been hard to come by across all these
outbreaks, abnormal results pointed away from hysteria towards an organic illness. Later skeptics
would argue, however, argue that the EMG tests were merely indicative of a hysterical patient
who was holding their limb out rigidly and allowing its natural tremor to occur. They reproduced
similar readings by doing just that.?¢® (Doctors taking the tests would deny that this was taking

place, as it would be readily observable in patients.)¢! This debate has not died down, and even

in 2021 two investigators arguing against this hysterical explanation wrote:

38 Acheson, “The Clinical Syndrome Variously Called Benign Myalgic Encephalomyelitis, Iceland Disease and
Epidemic Neuromyasthenia,” 585.

359 Marinacci and Von Hagen, “The Value of the Electromyogram in the Diagnosis of Iceland Disease,” 250.

%0 McEvedy and Beard, “Royal Free Epidemic of 1955.” The methods used in this paper in an attempt to discount
EMG findings are discussed in greater detail later in this chapter.

%1 N. D. Compston et al., “Epidemic Malaise,” Br Med J 1, no. 5692 (February 7, 1970): 362-63,

https://doi.org/10.1136/bmj.1.5692.362-a. “There are a number of ways by which grouping of motor unit potentials
can be produced. However, our patients did not appear to do so by a 'maximum effort" in which agonist and
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Whether an EMG of a healthy arm muscle, while encouraging the arm to tremble should
be equated with an EMG of a weak leg muscle under maximal sustained volition from a patient
suffering from Royal Free disease is questionable, but this attempt to imply that the experienced
Royal Free medical staff might have misinterpreted EMG data or that one Royal Free patient
might have fabricated an abnormal EMG does not provide evidence that the Royal Free outbreak
was epidemic hysteria.” Reading these contrasting accounts, one has the sense they are talking
past each other. They claim to be evaluating the same evidence, but reading their papers, it seems

more like they choose different evidence in the same general realm.

When epidemic neuromyasthenia was entered into the ICD-8 in 1968 as “benign myalgic
encephalomyelitis” it was classified with neurological diseases. This did not signify any
etiological knowledge of the condition, and many neurological conditions today are still of
unknown etiology. Ultimately this classification, which captured the neurological symptoms and

signs of the syndrome, left open its organic or hysterical nature.

Virology

The broader context of virology was changing dramatically at the time epidemic
neuromyasthenia was becoming codified. Polio incidence decreased dramatically over this time,
especially after the vaccine was introduced. And tissue culture techniques developed, meaning it
was cheaper and faster to test for viruses in media like HeLa cells and monkey kidney tissues—

both used by Jonas Salk in early polio vaccine trials.3%?

antagonist counteract each other and by which method Drs. McEvedy and Beard attempted to simulate our
electromyograph tracings. In fact sustained activity produced fatigue with breaking up of the groups.”

382 Suri, “Between Simians and Cell Lines,” 135.
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The discovery of ECHO and Coxsackie viruses showed that polio-like outbreaks could be
traced to different enteroviruses, sometimes quite definitively and with less ambiguity than any
of the epidemic neuromyasthenia outbreaks. The CDC reported in 1956 that they had “at last
found a disease for one of the orphan viruses” out of a polio-like illness outbreak in
Marshalltown, Iowa the year before. “Painstaking laboratory work™ on stool specimens from the
outbreak revealed the ECHO virus responsible. This was a pattern of identification backwards
from the usual disease detective method of responding to an outbreak and isolating a virus. These
orphan viruses had been discovered as a result of the virus typing efforts of the national polio
vaccination program but not linked to any disease until the Marshalltown outbreak and had
previously been termed “viruses in search of a disease.”3%3 “This represents an important step in
identifying viruses that may cause an illness that imitates polio, but that does not produce the
dreaded paralytic effects of polio. Such knowledge during an epidemic is not only valuable to the
physician treating the patient, but might serve to greatly ease the minds of the victim’s family
and of the community,” the press release stated.

Advances in diagnostic techniques and the recognition and explanation of other polio-like
syndromes might have created the conditions for epidemic neuromyasthenia to fall out of
medical use, the way hysteria did after it became separated into psychiatric, syphilogical, and
other domains of medicine. Yet, the challenges of virus diagnostics even years after the 1950s
advances meant to some medical observers that a viral explanation could never be definitively

written off. In an issue of the Postgraduate Medical Journal dedicated to a symposium on

33 “News Releases, Reports, Manuals ‘Unnamed’ ECHO Polio-like Epidemic” (May 18, 1956), Record Group
0442, National Archives and Records Administration at Atlanta.
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epidemic neuromyasthenia,?** R.N.P. Sutton, a British physician and virologist, wrote in 1978
arguing that a virus was still a plausible cause of ENM. “We do not always recognize that a
particular virus may affect the entire community and that the patient seen in hospital may
represent only the tip of the submerged iceberg and that, in closed communities more of the
iceberg will be seen. Silent viral epidemics are probably frequent and may only be recognized in
retrospect,” he wrote.

Though Sutton does not cite the concept, this idea references another in epidemiology,
the “iceberg” of disease, which was described by Australian epidemiologist John Last in the
Lancet in 1963. Last argued that general practitioners could infer rates of undiagnosed chronic
disease from national averages and thus better identify patients in need of care before they
developed a more advanced stage of chronic illness.?%> Whether the submerged part of the
iceberg were patients sick at home with an epidemic disease or preclinical chronic disease
sufferers, doctors could recognize the limits of their own viewpoint and extrapolate out to think
more broadly about public health in their minds. Sutton argued that a viral infection behind an

epidemic neuromyasthenia outbreak could resist identification because of various genetic factors

384 Other articles (and participants in the symposium) included: A P Ball, “Disease Due to Echovirus Type 19 in
Birmingham, England, 1975: Relationship to ‘Epidemic Neuromyasthenia,”” Postgraduate Medical Journal 54, no.
637 (November 1, 1978): 737—40, https://doi.org/10.1136/pgm;j.54.637.737; M J Dillon, “‘Epidemic
Neuromyasthenia’ at the Hospital for Sick Children, Great Ormond Street, London,” Postgraduate Medical Journal
54, no. 637 (November 1, 1978): 725-30, https://doi.org/10.1136/pgmj.54.637.725; J.G. Parish, “Early Outbreaks of
‘Epidemic Neuromyasthenia’.,” Postgraduate Medical Journal 54, no. 637 (November 1978): 711-17; AM
Ramsay, “‘Epidemic Neuromyasthenia’ 1955-1978,” Postgraduate Medical Journal 54, no. 637 (November 1,
1978): 718-21, https://doi.org/10.1136/pgmj.54.637.718; A Shelokov, D M Currie, and M Nelson, “‘Epidemic
Neuromyasthenia’, Texas, 1977,” Postgraduate Medical Journal 54, no. 637 (November 1, 1978): 741,
https://doi.org/10.1136/pgmj.54.637.741; M Thomas, “Epidemiological Approaches to ‘Epidemic
Neuromyasthenia’: Syndromes of Unknown Aetiology (Epidemic Myalgic Encephalopathies),” Postgraduate
Medical Journal 54, no. 637 (November 1, 1978): 76870, https://doi.org/10.1136/pgm;j.54.637.768.

35 J. M. Last, “The Iceberg: ‘Completing the Clinical Picture’ in General Practice,” Lancet 282, no. 7297 (1963):

28-31, https://doi.org/10.1016/S0140-6736(63)92546-7; John M. Last, “Commentary: The Iceberg Revisited,”
International Journal of Epidemiology 42, no. 6 (December 1, 2013): 1613—15, https://doi.org/10.1093/ije/dyt112.
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which could obscure a viruses’ identity if it did not match strains or antigens commonly used for

diagnosis.

“A Reconsideration”

On January 3rd, 1970, a journal article appeared in the British Medical Journal
announcing a “reconsideration” of the nature of an outbreak of epidemic neuromyasthenia that
had taken place fifteen years prior at the Royal Free Hospital in London. In 1955, over 300 staff
at that hospital had become ill with a strange disease resembling viral encephalitis, with
headache, malaise, sore throat, and “lassitude.” The trajectory and picture of that outbreak will
already be familiar to the reader, having read about the Los Angeles and Chestnut Lodge hospital
outbreaks. Unlike Iceland and Punta Gorda, this outbreak affected primarily the female nurses
residing on a busy urban hospital campus. Like the LA outbreak, polio had been considered, and
in this case definitively ruled out via normal cerebrospinal fluid test results. Now, in 1970, the
article’s authors, Colin McEvedy and A. W. Beard, sought to answer the question of what disease
had appeared in epidemic form with an old clinical entity, hysteria.

Both men were psychiatrists. McEvedy was a “polymath” and amateur historian and
demographer whose work reportedly became widely admired and accepted by professionals in
those fields. Beard was his boss in the department of psychiatry at Middlesex Hospital in London
at the time, 36

Drawing on patient case notes—and notably, not interviews with any doctors or patients
involved in the outbreak—the men relied on several forms of evidence to make their argument:

the epidemiology of the outbreak, the clinical signs and subjective symptoms of its victims, and

366 Caroline Richmond, “Colin McEvedy,” BMJ : British Medical Journal 331, no. 7520 (October 8, 2005): 847.
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various clinical and laboratory tests undertaken. These laboratory tests were labeled “special
investigations.” First, the epidemiology of the outbreak was reexamined, from a study done by
three women in the Bacteriology Department of the Royal Free Hospital School of Medicine,
Nuala Crowley (a professor of microbiology), Merran Nelson, and Sybille Stovin. McEvedy and
Beard simply take those calculated attack rates and subject the data to ““a rather more rigorous
definition” of the illness, exclude hospital patients and anyone treated on an outpatient basis (i.e.
only include hospital staff who became sick during the outbreak), and obtained a slightly
different breakdown. The “more rigorous definition” is not explained other than “in terms of
timing and days off sick” but regardless, McEvedy and Beard take the (roughly similar between
Crowley et al and their own calculation) gender breakdown of the outbreak as the first piece of
evidence that it was mass hysteria. One wonders about the difference between “rather more
rigorous” than the women’s analysis and the “careful (and carefully reported) studies” done by a
male doctor the authors later describe. The study by Richardson, the male doctor, was one of the
electromyographic studies that did seem to indicate abnormal results in victims of the outbreak.
“Characteristically,” McEvedy and Beard write, “epidemic hysteria occurs in populations
of segregated females...At Royal Free, as at any other hospital, the female population is
segregated to a very considerable degree. The attack rate among the females, according to the
hysterical hypothesis, be considerably higher than among the males. There is no dispute that this
was so. Moreover, when the more rigorous definition of the illness is used (in terms of timing
and days off sick) the difference is even more striking, as fits in well with the hypothesis of an
hysterical epidemic. It is surely difficult to associate this epidemic with an infective agent.”
Moving on to the clinical data, McEvedy and Beard draw on the lists of patients’

symptoms at the prodromal stage, meaning the period in which symptoms first develop and are
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often nonspecific, before objective evidence or characteristic signs/symptoms can confirm a
particular diagnosis, which is notably similar to the initial symptoms patients reported in an
outbreak of “over breathing” amongst schoolgirls that McEvedy previously studied. In common
were headache, “malaise” and “lassitude” vs “general weakness”, dizziness, nausea, pains in the
back, abdomen, chest, and neck, and vomiting. Unique to the Royal Free outbreak were sore
throat, pain in the limbs, stiff neck, depression, double vision, tinnitus, and diarrhea. They note
Richardson’s discussion of “the tendency for the limbs to develop spasm in response to sensory
stimulation” and its contrast from the Medical Staff report of “severe and prolonged painful
muscle spasms.” From this, they conclude “it will be seen that there is a fair case for regarding
these symptoms as the subjective complaints of a frightened and hysterical population whose
over breathing was intermittent and covert but sufficient to bring their limbs to the threshold for
tetanic spasm.”

Furthermore, though sore throat, stiff neck, and the various other unique symptoms might
point to some organic viral illness, McEvedy and Beard have a plausible hysterical explanation
for that too: “the much lowered pain threshold which was such a pronounced feature of the
epidemic could well cause a positive reply to a routine inquiry for sore throat.

The authors next discuss the sensory symptoms, which were largely “glove and stocking
anesthesias” illustrated with a half-page diagram created from the data given in various patient
cases. Eight patients are represented across fourteen humanoid outlines with areas of altered
sensation shaded in. The serial presentation of particular cases across time shows the growth or

movement of paresthesia, moving up or down limbs as time went on.
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STS scholar Lan Li describes how such body maps emerged in British neurology and
physiology at the turn of the twentieth century.3®” The here-recognizable image of dermatomes—
one nerve corresponding to a particular area on the surface of the body—emerged out of a series
of experiments by doctors who had severed their own nerves to study their role in sensation.
While initially these maps of sensation included change over time caused by the nerves’ eventual
healing, more pathologically focused doctors eventually sought structural understandings of the
body and produced maps that set the relationship between interior nerves and localized, exterior
reports of sensation into a set relationship. Li argues that this reified a particular “fixed

organization” of the body.3%

This change had taken place by the mid-twentieth century, such
that McEvedy and Beard could dismiss the inconsistent, unstable reported paresthesias, placing
them on a map of the human body that even when represented at different points in time seemed
to show a psychic origin of the neurological symptoms. In discussing motor symptoms, they also
describe the discrepancy between “volition” and reflexes, where the patient’s experience of limb
paralysis did not correlate to any loss or diminishment of reflexes.

Of the sensory and motor symptoms, the authors conclude, “it seems fair to say that the
characteristic pattern of sensory loss is a classically hysterical one.” Normal reflexes they also
deem particularly indicative of hysteria: “any explanation of the finding of normal reflexes
surely places the onus on the organicist to prove that the condition is not hysterical, for

traditional diagnosis regards normal reflexes as proof that a paralysis is functional.” An organic

explanation for the paralysis thus needs some concrete evidence, the authors write. Such

%7 Lan Angela Li, “Intimate Cartographies: Body Maps and the Epistemic Encounter in China and Britain, 1893-
1985 (Thesis, Massachusetts Institute of Technology, 2016), https://dspace.mit.edu/handle/1721.1/104562.

%81, 142.
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evidence has been assumed by some to come from the “electrodiagnostic” investigations of
Richardson (the aforementioned “careful and carefully reported” ones) but the authors unpack
those to remind the reader they were largely normal, and that some superficially abnormal results
could easily be replicated by “encouraging one’s outstretched arm to tremble” which the authors
achieved in “a deliberate and not unsuccessful attempt to simulate” those results.

Presented without any analysis, because they seem not to require it, are a couple cases of
convulsive episodes or “fits.” The authors write that the report only mentions “‘fits’ of one sort
or another” once, but many case notes do mention them. About case 2, they transcribe the
clinical notes of a suspected “hysterical attack, jerking and throwing herself about” and for case
3, a possibly “voluntary” fit of breath holding, shaking, and limb rigidity.3¢

Finally, the last form of evidence taken into consideration by McEvedy and Beard are the
“special investigations and histopathology” of the outbreak. A mono test was negative for
246/250 patients tested, liver function normal for 115/119 patients tested, electrocardiogram
normal for 39/42 patients tested, and CSF normal for all 18 cases investigated.*’° Two deaths of
patients could be explained by ovarian cancer, and one by overdose in a patient who had
“disseminated sclerosis™ (historically a British term for multiple sclerosis).>’! They conclude,
“the few abnormal results of the laboratory investigations cannot be regarded as significant in an

illness so difficult to define; inevitably, a minority of the cases included in the series will have

%° McEvedy and Beard, “Royal Free Epidemic of 1955,” 9.

370 These rates of testing in the patient group seem to correspond inversely to the difficulty, invasiveness, and cost of
the various tests.

371 “Disseminated Sclerosis — GPnotebook,” accessed March 3, 2025,
https://gpnotebook.com/pages/neurology/disseminated-sclerosis; “Disseminated Sclerosis Definition and Meaning |
Collins English Dictionary,” March 3, 2025, https://www.collinsdictionary.com/dictionary/english/disseminated-
sclerosis.
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been suffering from illnesses other than the epidemic affliction.” As an example, they mention a
“male doctor” who was the only patient with jaundice. McEvedy and Beard expressed
confidence that if the outbreak was not taking place, he would have been diagnosed with
infections hepatitis.

In their discussion, McEvedy and Beard make the suggestive comment that “encephalitis
is a serious illness” where more severe symptoms would be expected, like higher fevers and
more “prolonged disturbance of consciousness.” The use of the phrase “encephalitis,” which was
not used by the outbreak’s credulous reporters, is something of a red herring on their part and
seems to be part of the larger discussion of how the disease is named. Encephalitis is a non-
specific swelling of the brain. The name the investigators at the Royal Free actually used,
“benign myalgic encephalomyelitis,” might carry some suggestion of encephalitic pathology,
which McEvedy and Beard seemed to think was uncalled for with the mildness of the disorder.
Not to mention—which they do—mortality. This has formed part of the discourse of epidemic
neuromyasthenia for decades, going back to discussions of the word “benign” in choosing a label
for the condition. Recall Sigurdsson’s letter to the Lancet, “Akureyri disease is benign in the
sense that it does not kill, but in some cases it is not at all benign in other respects.”

Most interestingly, in asserting that a diagnosis of hysteria “in its epidemic form is not a
slur on either the individuals or any institution involved” they argue that “whereas it is true that
sporadic cases of hysterical disability often have disordered personalities, the hysterical reaction
is part of everyone's potential and can be elicited in any individual in the right set of
circumstances. The occurrence of a mass hysterical reaction shows not that the population is

psychologically abnormal by merely that it is socially segregated and consists predominantly of
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young females.”*”? Young women were most affected, so the disease was probably hysteria,
which shows that the population was primarily composed of young women.

In the same issue of the BMJ, McEvedy and Beard unpack the “Concept of Benign
Myalgic Encephalomyelitis” to suggest that past outbreaks which have been grouped together
under this label were more likely “psycho social phenomena caused by...mass hysteria on the
part of the patients or altered medical perception in the community.” Examining Gilliam’s report
of Los Angeles, they note again that young women made up a significant part of the hospital’s
workforce, and that Gilliam wrote “certain observers were of the privately expressed opinions
that hysteria played a large role in this outbreak.” They wrote, “this represents our view exactly.”

Next, explaining the outbreak at their own hospital, McEvedy and Beard describe a
different outbreak pattern, not an explosive rise of cases amongst an institution’s personnel, but a
range of illnesses among nurses that, due to the “preoccupation with poliomyelitis on the part of
both doctors and patients,” were characterized as one disease, possibly polio, when they were
admitted to the hospital. These two causes, mass hysteria and altered medical perception, can
explain a number of different outbreaks labeled benign myalgic encephalomyelitis. Punta Gorda,
too, gets this treatment, as part of the outbreak was a large hospital outbreak, and the community
outbreak was detected by a very general survey. The rate of illness and disability in that
community might mirror any comparable community, the authors suggest. Henderson’s account
in the Berton Rouech¢ article, discussed in chapter 3, seems to imply a somewhat more
sophisticated, if very tacit, mechanism for differentiating cases from non-cases. Henderson and
Poskanzer did conduct a community survey, but described particular cognitive issues they

noticed in the people they wrote down as cases, not just relying on self-reports.

372 McEvedy and Beard, “Royal Free Epidemic of 1955,” 11. Emphasis added.
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McEvedy and Beard suggest a new name for the syndrome, “myalgia nervosa” due to the
“total lack of objective evidence in support of the view that in cases of benign myalgic
encephalomyelitis the brain and spinal cord are the site of an infective, inflammatory disease
process.” In Alexis Shelokov’s copy of this article, he has underlined “total lack of objective
evidence” and written “Creatine?” in the margin.3”® The name appears not to have caught on—
only turning up one PubMed/MEDLINE hit.

McEvedy and Beard’s argument about “altered medical perception” rests on the fact that
49 out of 52 cases mentioned in a review by Acheson are “reported by physicians who had been
previously concerned in a hospital outbreak.” This is a somewhat ambiguous statement, as
doctors with previous experience in an outbreak might be seen to have more expertise at
diagnosing a subtle and protean syndrome. On the other hand, they could be experiencing
confirmation bias. In the next chapter, I discuss this contention made by CDC officers about the
local internists at Lake Tahoe who felt they were witnessing a growing epidemic of chronic
Epstein-Barr virus disease.

Something interesting is that both sides on the infectious versus hysteria debate are
arguing for the “reality” of the condition they believe is affecting people. Proponents of organic
explanations use the term interchangeably with “real,” while proponents of psychological
explanations argue that hysteria is real, a real disease entity which also produces real, tangible
symptoms.

Eighteen separate letters to the editors appeared in later issues of the BM.J in response to
McEvedy and Beard’s article, many arguing vehemently against their conclusions. They pointed

to various organic findings that were pivotal for convincing them they were observing a distinct,

373 “ENM-Reprints” in Box 6, “Alexis I. Shelokov Papers, HMD MS ACC 2011-040.”
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organic disease, as well as the overall clinical picture which they felt was out of line with an
outbreak of hysteria. David Poskanzer, an American doctor then at Harvard Medical School who
was involved in the Punta Gorda outbreak and one in New York state argued that creatinuria and
changes to the creatine/creatinine ratio were “easily recognized” laboratory abnormalities,
suggestive of a muscle abnormality. “On recovery from the symptoms the creatinutia
disappeared,” he wrote.3”*

The utility of creatinuria, or elevated levels of the organic compound creatine, in
identifying the syndrome was up for debate around this time. Shelokov, who had fully agreed
with Poskanzer in the 1950s, came to doubt that creatine/creatinine tests were sufficiently
specific for muscle abnormalities or sufficiently standardized between labs, before eventually
pouring enough research into the topic to draft a manuscript and attempt to publish it with the
British Medical Journal in 1979. The manuscript, which was apparently never published, argued
that the test was still useful, if cumbersome (it required repeated urine samples over 24 hours),
and specific if dietary creatine intake was minimized, the specimens were promptly frozen, and
the various samples were mixed together prior to measurement, as creatinine/creatine levels
normally rise and fall over the course of a day.3”>

Poskanzer also highlighted the epidemic curve and “radial spread” from the epicenter to
the surrounding community both followed a characteristically infectious path, among other
reasons past investigators had considered hysteria in their investigations and ruled it out:

(1) cases occurring within the same household are varied in their features and
course; (2) separate illnesses appear at random intervals instead of

574 D. C. Poskanzer, “Epidemic Malaise.,” Br Med J 2, no. 5706 (May 16, 1970): 420,
https://doi.org/10.1136/bmj.2.5706.420-b.
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simultaneously; (3) epidemiologically, the consistency of course and similarity of
symptoms despite the variety of people and communities that were affected make
hysteria unlikely. The disease is consistent from outbreak to outbreak in different
countries, different years and different peoples. (4) The mental symptoms of
depression, emotional lability, impaired memory and difficulty concentrating are
consistent with organic disease as compared with the shallowness and
indifference of hysteria. (5) Muscle pain is a striking feature of most outbreaks.

376

Poskanzer concluded audaciously: “Instead of ascribing benign myalgic
encephalomyelitis to mass hysteria or psychoneurosis, may I suggest that the authors consider
the possibility that all psychoneurosis is residual deficit from epidemic or sporadic cases of
benign myalgic encephalomyelitis?”3’7 Another physician expressed a similar sentiment,
describing his experience with a short epidemic of “winter vomiting” which affected more
women than men, had a very short onset and duration, and from which no virus was isolated.
When such outbreaks occur in boarding schools, the writer argued, “it is put down to ‘epidemic
hysteria’ because no physical cause can be found, and the incubation period is so short.”378
Seeing the outbreak in the general population dispelled this suspicion as patients had no
knowledge of each other’s condition, and instead the physician argued that the rapid onset and
accompanying central nervous system symptoms such as vertigo implied that the virus was
infecting the central nervous system as well as the gastrointestinal tract.

Other respondents to McEvedy and Beard’s polarizing article expressed similar faith in
the clinical and epidemiological facts over laboratory analysis. “A most important piece of

evidence that has been ignored is that sporadic cases showing a similar clinical picture were

observed in the population of North-West London before and after the Royal Free outbreak,”

376 Poskanzer, “Epidemic Malaise.”
377 Poskanzer, 421.

378 John R. Wray, “Epidemic Malaise,” BMJ 1, no. 5692 (1970): 363, https://doi.org/10.1136/bm;j.1.5692.363-a.
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wrote a group of physicians who worked at the hospital during the outbreak. They also argued
against McEvedy and Beard’s argument about false EMG positives that could have arisen if the
patient was deliberately clenching their arm muscles: “our patients did not appear to [create
motor unit potentials] by a ‘maximum effort’...by which method Drs. McEvedy and Beard
attempted to simulate our electromyograph tracings.”3”°

One Barbara K. Howells, a clinical student at the Royal Free Hospital at the time of the
outbreak argued that McEvedy and Beard should have also attempted to describe the nurses and
students who did not get sick during the epidemic. “Looking back on myself then I rather feel if
any hysteria was around I would have succumbed. However I remained disgustingly healthy,
though my flat mate (a very level-headed girl) was a sufferer from the disease.”*®" Here was an
observer diagnosing her own predilection to fall in with a craze, and using it as proof that no
craze was afoot. In another letter B. Judge similarly wrote that McEvedy and Beard’s
conclusions were “nonsense,” commenting on the character of the outbreak’s victims: “illness
was alien to their nature.”38!

Another, more supportive letter from Marjorie Hare of Warlingham Park Hospital in
Surrey congratulated the authors on “their beautiful and timely diagnostic deciphering” of the

outbreak. She also pointed out that hysteria was strongly considered at the start of the outbreak,

contra McEvedy and Beard’s claim that hysteria “received no consideration apart from [a]

579 Compston et al., “Epidemic Malaise,” 363.
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https://doi.org/10.1136/bm;j.1.5691.300.

%1 B. Judge, “Epidemic Malaise,” Br Med J 1, no. 5689 (January 17, 1970): 171,
https://doi.org/10.1136/bm;j.1.5689.171.

175



summary dismissal”3#? According to Hare, hysteria was the first hypothesis among medical staff
at the hospital, “particularly early in the epidemic. Later, as medical staff of various seniority
succumbed, such a suggestion was silenced by unspoken agreement.”3#3 She attributes this to the
“derogatory, even accusatory” reputation of hysteria “by those unable to differentiate it from
malingering.”3%* The conflation of the two, she argued, stigmatized hysterics, including the

299

contemporaneous victims of “apyrexial ‘influenza’” falling ill during the influenza outbreak of
that year (the ongoing “Hong Kong flu” pandemic, presumably the reason Hare felt McEvedy
and Beard’s analysis was “timely.”) J.F. Galpine, who had reported on a similar outbreak at a
hospital in Coventry, UK in 1953 and again in 1957, expressed exactly Hare’s contention: “it
was especially difficult to believe that the senior element of [the affected, aged 18 to 46 years]
had become victims of a mass outbreak of florid conversion hysteria.”3%>

The longest of these letters was written by Paula Gosling, a “clinical student”
(presumably a medical student, but not specified definitively) at the time of the outbreak and
clearly one of the outbreak’s victims as well. She took issue with the McEvedy and Beard article

on nine enumerated points, from their lack of awareness of the social and temporal structure of

medical training at the hospital,3®¢ the fact that liver and neurological testing were then known to

%2 McEvedy and Beard, “Royal Free Epidemic of 1955,” 7.
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be highly inexact to detect any particular lesion, and especially that depression was a known
sequelae of infectious diseases such as influenza. She also describes an interesting episode two
years after the onset of the illness, where upon waking up from a tonsillectomy she found that
she had “severe impairment of light touch and temperature in [her] right thumb, which indeed
felt as if it has been completely frozen.”3%’

McEvedy and Beard apparently did not reply to any of these letters, but the editors of the
BMJ simply reiterated a point made earlier in their leading article for the psychiatrists’
controversial articles that while positive psychiatric evidence for a hysterical cause of the
outbreak was lacking, particularly due to the post hoc nature of the analysis, “the authors have
performed a valuable service in drawing attention to the possible psychological origins” of
explosive illness outbreaks assumed to be infectious. As in, they did not have convincing
evidence for their conclusions, but pointing out the possibility of hysteria was still a valuable
argument.

The outpouring of critical letters in response to the “Reconsideration” article also showed
a gender division in how epidemic neuromyasthenia was discussed. A considerable portion of
victims in outbreaks were women, but because outbreaks overwhelmingly took place at
hospitals, those women were often also medical professionals themselves. Women doctors
involved in outbreaks tended to support the organic theory of ENM compared to the outsider
male skeptics espousing a psychological theory.

Paula Gosling was a medical student at time of the Royal Free outbreak and clearly saw
McEvedy and Beard’s distance from the outbreak as a liability in their analysis. Another

dismayed letter writer responding to the “Reconsideration” article was Betty Scott, a general

%7 Gosling, 500.
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practitioner in London, who described her experience with epidemics of benign myalgic
encephalomyelitis in 1964 and 1966 in her practice. She argued against McEvedy and Beard’s
idea of “altered medical perception,” writing that she had made her first diagnosis without
having previously seen a case of the disease. She ascribed the gender imbalance seen in the
disease to “what could be expected in a woman doctor’s practice,” implying her practice was
made up of more female than male patients. Scott saw a diagnosis of hysteria, whether overt or
implied, as inimical to a patient’s recovery, potentially prolonging the illness “indefinitely”” and
causing a “profound loss of confidence” in their doctors.**® Scott also concerned herself with the
history of this clinical entity, traveling to Iceland in 1980 to interview patients of the 1948
outbreak and attempting to compile a list of doctors who also considered it a distinct object
worthy of study.?%’

Daphne Hare, a medical professor at SUNY Buffalo and the Buffalo VA Hospital whose
career is more widely known for her contributions to the understanding of membrane transport,
also focused on gender discrimination in medicine and responded angrily to the
“Reconsideration” article for its apparent sexism.**® In an article entitled “The Victim is Guilty,”
she argues that hysteria is often a label applied to women whose suffering lacks a clear organic
cause and asks why a skewed sex ratio toward women could be expected in a psychiatric disease

but not an organic one.>*! Hare had firsthand experience treating patients with the condition—
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Iceland disease, as she chose to refer to it—and corresponded with several American and British
physicians about their care.

Celia Wookey was another female physician interested in the Royal Free disease (and
herself a sufferer). In 1976 she wrote a letter to the Lancet describing how she “and some fellow
doctors sufferers” of myalgic encephalomyelitis intended to form a research group to understand
the “unusual illness” and help its victims.?°? She created a questionnaire for possible patients and
disseminated it through a BBC radio broadcast, receiving over 300 replies. The survey
represented an attempt to elucidate the syndrome through epidemiological data, in the absence of
physical findings. In an issue of the UK periodical Nursing Times explaining her survey project,
Wookey is quoted explaining that the survey could shed light on other conditions with certain
similarity of symptoms to myalgic encephalomyelitis like schizophrenia, celiac disease, multiple
sclerosis, and diabetes. (She does not specify which symptoms, but some overlap between the
various conditions includes fatigue, affective changes, and nervous system impairments.) The
article also describes how Wookey “sympathized with fellow sufferers as professional people
who, she felt, got less than their fair share of sympathy.”3°* Such a sentiment implies a
“legitimacy deficit” for physicians, both those who study the disease and those who have it.3%*

The “Reconsideration” article evidently made a big impact after its publication. It was

cited 143 times, according to Web of Science (other articles in that issue and adjacent ones had
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anywhere from 5-145 citations, often under 20).3*° Shelokov would later call their two BMJ
papers “widely read on both sides of the Atlantic,” describing in a lecture from 1993 how he
“was distressed to see the effect of the McEvedy and Beard papers on [his] colleagues.”3%

A couple of their citations are particularly revealing for the historiography of hysterical
epidemics. Aside from articles published by medical responders to the Royal Free outbreak at the
time, they cite several articles on hysterical epidemics in schoolgirls and nuns, including one by
an early pioneer of transcultural psychiatry, Eng-Seong Tan. McEvedy and Beard’s citations
reveal two important things at this moment of change for epidemic neuromyasthenia—new ways

of integrating social theory into medical thinking, and the depiction of hysterical outbreaks as a

timeless potential of human behavior.

Mass Hysteria and Psychic Epidemics

In the leading article to McEvedy and Beard’s in the BMJ, the editors describe how “the
epidemic spread of panic-stricken, fanatical, and hysterical behavior” has been observed for
centuries, from “Messianic revolutionary movements” and “dancing manias” of the Middle Ages
to the 19™ century beginnings of the study of “crowd behavior.”3*” The editors, like McEvedy

and Beard, draw on the emerging field of transcultural psychiatry to emphasize how
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“underdeveloped people” (in especially postcolonial contexts) can exhibit strange behaviors in
states of panic, in contrast to the sublimated or repressed neuroses of apparently civilized Euro-
Americans. The authors mention /atah, one of the earliest described “culture bound syndromes”;
they note that “states of panic are prone to engender imitation,” a clear continuity between the
“myalgia nervosa” McEvedy and Beard describe and ideas from transcultural psychiatry,
discussed further below.3%8

A topic of interest to historians of medicine, psychologists, and psychoanalysts alike for
centuries, outbreaks of behavioral phenomena gained renewed interest in American social
science during WWII and the start of the Cold War. Germany’s turn to National Socialism, the
social conditions of Japanese Internment camps, the factors that made citizens accept
communism, all were studied under the rubric of psychology, and those discourses of crowd
behavior, national morale, and suggestibility would end up in arguments that epidemic
neuromyasthenia had been epidemic hysteria all along. One of the earliest examples of a study
demonstrating the political ends psychological knowledge could be put towards was Joost
Meerloo’s Rape of the Mind: The Psychology, Menticide, and Brain Control in 1956. Meerloo
was a Holocaust survivor describing brainwashing techniques from the Korean War, “mass
hysteria over communism,” and his own work treating torture victims from Nazi concentration
camps.’?” Sociologist Jackie Orr, tracing the academic and affective genealogy of panic, notes

that concern about panic and mass hysteria about Cold War nuclear tensions gave “rise to a
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concerted effort among civilian and military government agencies, and social scientists, to
investigate the collective dynamics of panic behavior.”#%

Priscilla Wald locates the origins of social scientific interest in social contagion in an
even earlier moment: Progressive reformers’ concern for the negative social effects of ghettos,
slums, and tenements, fostering disease and political unrest, but also, conversely, to describe the
process of assimilation and cultural contact for new immigrants to America encountering these
spaces. “Epidemics were the natural expression of contact among individuals and groups, as was
the social contagion that transformed them into social communities,” she writes.*’! The Chicago
sociologists working in the second generation of their discipline in the 1920s drew on
progressive reformers and an earlier generation French social theorists like Gabriel Tarde and
Gustave Le Bon in formulating a theory of contagion that blended “sociological, bacteriological,
and epidemiological research.”#%? For Tarde and Le Bon, contagion was an emergent property of
“crowds” or the “public,” present in all social life.** People gathering together in various forms
exposed them to influence, which engendered imitation, which could then spread wider still.

Earlier studies of psychic epidemics date even further back in European history. In The
Epidemics of the Middle Ages, Justus Hecker wrote of the dancing plagues that moved through
Germany, the Netherlands, and Italy in different episodes from the 14" to 17% centuries, “they

are a portion of history, and will never return in the form in which they are there recorded.”4%
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Wald argues that Chicago sociologists like Robert E. Park situated the genealogy of their concept
of social contagion in Hecker’s earlier medico-historical tradition. Writing in the 1850s, Hecker
viewed the outbreaks as psychologically based, “diseases which are propagated...on the wings of
thought” but also as a product of the superstitious minds and societies of the medieval period. By
placing hysteria(s) in the historical conditions in which they emerge, Hecker enabled an analysis
of the phenomenon, whereas Tarde’s idea of contagion as imitation seemed superficial and
closed to scientific study.

Another compelling citation from the McEvedy and Beard article is the 1952 book The
Devils of Loudun by Aldous Huxley, a historical account of an early satanic panic from 17
century France. In a chapter of Madness in Society: Chapters in the Historical Sociology of
Mental Illness, historian of medicine George Rosen argues that satanic panics and dancing
manias inspired similar forms of behavior from within the deeply religious and often repressive
context of the Middle Ages. “Religious movements frequently endeavour to mobilize the
emotions in order to intensify the fervour of their adherents or nonbelievers,” he wrote,
connecting the Medieval movements to more recent religious “enthusiasms” in Europe and the
United States.**> “Dancing manias” with religious overtones were overtaken by more secular, no
less mystical group behavioral phenomena like Mesmerism in the 19 century.

Rosen, unlike later investigators of epidemic neuromyasthenia, cites a long
historiography of witch hunts and trails over sorcery going back to the mid 19 century. Rudolf
Virchow noted the difference between “natural and artificial epidemics,” where artificial
epidemics encompassed any outbreak where social factors played a large role in in propagating

the disease, including psychic epidemics. These artificial epidemics arose “out of social
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contradictions, but also as significant indicators of historical trends and developments...Such
outbreaks of disease, according to Virchow, marked nodal points in history and characterized
periods of political and intellectual revolution,” wrote Rosen.*? This idea appeared in Virchow’s
work in 1849, and the years surrounding it two other German doctors had published similar
extensive studies of religio-psychological epidemics. Rosen notes the synchrony with the
German revolutions of 1848 and 1849, which he and Virchow both believe stimulated interest in
psychic epidemics, as Virchow thought “psychological reactions during and after the 1848
revolution [constituted] a psychic epidemic caused by interference with the historical process.”*?
This idea of psychic epidemics reflecting social and political circumstances would prove
influential into the 21% century for historians and psychiatrists investigating instances.*%

In the twentieth century, major political transformations wrought by the new world order
after World War II filtered down to everyday life for Americans in the Cold War. This took the
form of occupational stress, as in the case of a hysterical epidemic described extensively by two
social scientists at a dressmaking factory in South Carolina.

Another interesting citation from McEvedy and Beard is The June Bug: A Study of
Hysterical Contagion. The book is a study of an outbreak initially investigated as toxic or

infectious but quickly diagnosed as hysterical. In common with several outbreaks of epidemic

neuromyasthenia, this outbreak took place amongst women working closely together. In June,
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1962 workers at the Montana Mills textile factory in the southern town of Strongville
(pseudonyms for what was likely the Butte Knitting Mills Plant in Spartanburg, SC)**° suddenly
experienced an explosive epidemic of noxious insect bites, falling ill with symptoms like rashes,
nausea, vomiting, and dizziness. In extreme cases some fainted. Doctors studying the women
noted some bug bites, but very few bugs, and only one which could bite humans, were found by
an entomologist on the premises. It seemed a certain small proportion of victims had experienced
some kind of bug bite, but most of the reactions of the victims could not be explained by a bug
bite alone. The epidemic peaked within two days, lasted less than a week, and in total 79 workers
were affected. All but three were women. Many authorities were called in to investigate,
including Communicable Disease Center epidemiologists and entomologists from the state
college, looking for the source of the malady.

Workers in the dressmaking department had been complaining of insects inside the plant
in the weeks leading up to the outbreak, and some attributed the new bugs, described variously as
“a little black gnat” and “a little white bug,” to a recent shipment of cloth from England.*!® While
at first the eleven o’clock news was reporting that over the prior three weeks the victims were
struck with severe nausea 20 minutes after receiving bites which looked like that of a gnat bites,
soon news reports said that “no one afflicted by the malady could give a specific description of
the insects which many said they saw.”*!! Also, “the predominating symptom according to

physicians and company officials is anxiety.” Management had the plant fumigated, after which
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they still turned up several insects, though only one that bites humans, a harvest mite. Soon, two
EIS agents showed up and joined forces with physicians from the State Board of Health, plant
officials, insurance agents, entomologists from the State College, exterminators, and a sanitary
engineer. The EIS agents returned to Atlanta that night with a couple small insects for study.
However, when no external cause—infectious, entomological, or toxic—could be found, medical
authorities concluded that it had been an outbreak of hysteria. Even prior to any evidence trails
running dry, physicians were advancing a theory of mass hysteria because the symptoms seemed
outsized, “because of fear of the unknown,” one said.*'? The physicians cautiously declared that
the “chigger-like bug” or bird mite found in one or two instances could potentially explain some
of the women’s skin abrasions, but they felt that “a great deal of anxiety enters the picture. They
also feel that the press has played the “mystery malady” angle too much, thus increasing anxiety
in the plant and in other areas of the state.”*!3 The “mystery malady angle,” of course, was that of
the “disease detectives,” founded in some ways in collaboration between members of the press
like Berton Roueche and the EIS. The genre was apparently becoming stretched thin now that the
public had developed an appetite for that kind of story.

Finally, the team of physicians and officials concluded that “nervous disorder, publicity,
and lastly a bug’s bite caused the outbreak of the “very real” and mysterious sickness.” The

experts “hesitated to use the word ‘hysteria’*!# which by this time in the early 1960s could be
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taken as a synonym for “emotionally disordered woman.”*!> Within a week, business resumed at
the factory, officials declaring that what happened was “nothing more than” anxiety.

Alan Kerckhoff and Kurt Back, a sociologist and social psychologist at Duke University,
heard of the epidemic in the news and set out to understand the dynamics of the outbreak with
funding from the National Science Foundation and the Office of Naval Research’s Group
Psychology Branch. They were not satisfied with the answer that the epidemic was “anxiety”—it
seemed unable to explain how and why anxiety, an individual mental state, spread among people
and shut down work at the factory. The results of their study were published in 1968 in a book
titled 7he June Bug. They described the outbreak as a “pure behavioral event,” crowd behavior
with a highly limited role for physical forces or cultural beliefs.*!¢ Physical forces could be ruled
out because the experts themselves ruled them out—no venomous insects were found—and
cultural forces were not present to explain the seemingly bizarre pattern of behavior in response
to the perceived physical threat of the insects. There were not pre-established cultural beliefs, in
things like demons or spirits, that is, so the response to the insect bites seemingly arose from the
social milieu. Not being able to study any physiological characteristics of the victims during the
outbreak because they arrived after its conclusion, the researchers had to rely on psychological
measures, sociometric linkages, and other survey-based findings by interviewing all the plant’s
workers, both affected and unaffected.

After measuring the validity of countless variables for predicting “participation” in the

outbreak (adding in a cohort of patients they discovered after the fact, as they had kept quiet
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about their symptoms at the time of the outbreak), the authors created this multivariable model, a
highly detailed picture of the epidemic that predicted participation. Interviews showed that the
epidemic’s victims were more likely to be workers under various types of psychological strain
due to the precarious, undercompensated, or difficult nature of the work, with a tendency to deny
both having experienced symptoms and the role-conflict of being a working wife and mother in
the 1960s, and also those with close ties to other affected women. They also speculated on the
presence of latent factors like psychological “defense mechanisms.”

Ultimately, their recreation of the epidemic’s course leads them to conclude that
hysterical contagions have so much in common with infectious disease outbreaks such that the
only clear differentiator between the two is the identification of a mechanism that connects an
external element to the victims’ symptoms. The absence of evidence is evidence of hysteria, in
other words. McEvedy and Beard, writing in 1970, do not identify any mechanism for hysterical
contagion either, but rather point out the predominance of females and the ambiguity of physical
findings as positive evidence for their conclusion. For Kerckhoff and Back, hysterical contagion
is thus a residual category within epidemiology, which experts make use of after exhausting all
plausible external mechanisms to explain the outbreak.*'” They ultimately assert that any
epidemic, infectious or hysterical, will have elements of both physical and psychological
contagion. There could have still been noxious insects biting the dressmakers, leading to some
symptoms which snowballed into the overall (hysterical) outbreak.

This is where the infectious disease outbreak investigation would seem to end and where

Kerckhoftf and Back’s role picks up. Although the question I would love for Kerckhoff and Back

417 Geoffrey C. Bowker and Susan Leigh Star, “Sorting Things Out: Classification and Its Consequences,” August
25,2000, https://doi.org/10.7551/mitpress/6352.001.0001; Star and Bowker, “Enacting Silence.”
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to answer is what makes outbreak investigators conclude they are seeing an organic or a
psychological outbreak, the authors are more concerned with understanding the dynamics of a
hysterical contagion after that determination has been made. They discuss an additional form of
evidence for hysterical contagions, however, when they describe how they often take place in
conditions which have become intolerable and for which there are no “acceptable solutions.”*!®
These conditions, such as working full time while being expected to fulfill housekeeping duties
or being constantly moved from one station to another at work, lack clear social norms to serve
as guidelines and give rise to behavior that is either instrumental (in helping someone get out of
the situation) or expressive (in helping them vent their stress).

McEvedy and Beard would later present an interesting theory of participation in
hysterical outbreaks in another paper on the Royal Free outbreak. In a “controlled follow-up of
cases” published in the British Journal of Psychiatry in 1973 they argue that regardless of the
nature of the disease that struck the hospital in 1955, the proponents of an organic explanation
could “accommodate the results of the follow-up without much difficulty by postulating an
hysterical fringe to the epidemic and by suggesting that the constitutionally less healthy were
disproportionately attacked.”*'® The authors illustrate this concept with the figure of the Gaussian
curve, where the characteristic of tendency towards hysterical behavior is distributed along a bell
curve, with most of the population somewhat likely to adopt to adopt hysterical behavior under

stress, and a small minority on either end either totally predisposed by the “stress of everyday

418 Kerckhoff and Back, The June Bug; a Study of Hysterical Contagion, 26.

419 Colin P. McEvedy and A. W. Beard, “A Controlled Follow-up of Cases Involved in an Epidemic of ‘Benign
Myalgic Encephalomyelitis,”” The British Journal of Psychiatry 122, no. 567 (February 1973): 149,
https://doi.org/10.1192/bjp.122.2.141.
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living” towards hysteria or able to “inhibit emotional reactions” and keep their behavior
acceptable by society’s standards.*°

The conceptual framework of outbreak investigation that Kerckhoff and Back propose
seems to entail openminded experts with no a priori assumptions, turning over various stones
until no cause is found, thus defaulting the explanation to hysteria. This is not expressed in
absolutes but rather hedging, as they write “the careful medical examination had with some
certainty ruled out physically toxic elements as the major cause of the symptoms the workers
had experienced.”*?! Kerckhoff and Back present an epistemologically humble, stepwise vision
of outbreak investigation, that in some ways does match the EIS methodology, as represented in
Berton Roueche’s New Yorker stories. But it leaves out a lot of tacit knowledge like Henderson’s
claim that hysterical paralysis does not appear in “waves.”*?? It would also seem to fly in the face
of McEvedy and Beard’s approach that foregrounded the socially segregated, female
composition of the epidemic as immediate grounds for assuming hysteria.

The Cold War context of the American epidemics shaped what was seen as a threat and a
hysterical outbreak was just as concerning as an infectious one. Communists could attack the US
with biological weapons or ideological ones, weakening national morale and inciting panic. The
Cold War context certainly framed the researchers and US government’s interest in phenomena
in the category of “group behavior” or “crowd behavior,” as evidenced by the ONR funding for

Kerckhoft and Back’s study. The “Red Scare” of Senator McCarthy, who alleged that he held

lists of communists working within various parts of the federal government, drew admonition

420 McEvedy and Beard, 149.
421 Kerckhoff and Back, The June Bug, a Study of Hysterical Contagion, 19. Emphasis added.

422 Roueché, “In the Bughouse.”
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and comparisons to the Salem Witch Trials by President Harry Truman in a speech titled “What
Hysteria Does to Us.”*?3 The imperative for containment abroad was mirrored by containment at
home, historian Elaine Tyler May has argued, and the nuclear family unit was built up into the
source of security and stability against communism.*** Not only were the women of Butte Mills
subverting this domestic containment by working, creating strain and tension, but that tension
made them susceptible to suggestion. The hypothetical “latent content” emerging from survey
interviews, “defense mechanisms” almost sounds like a pun, rhyming Freud with national
security. The latent factor could be described as “cold war panic” or “susceptibility to communist

influence.”

Psychiatric Epidemiology, Culture Bound Syndromes, and Transcultural Psychiatry
McEvedy and Beard—as well as The June Bug’s authors, Kerckhoff and Back—draw on
the field of transcultural psychiatry to make knowledge claims about the suggestibility of
different kinds of subjects, be they workers or citizens of postcolonial nations. McEvedy and
Beard cite the article “Epidemic Hysteria” by Malaysian psychiatrist Eng-Seong Tan which
describes a religiously inflected epidemic of fainting and agitation among schoolgirls in 1962 at

a Muslim school in Johor Bahru, a state capital in newly independent Malaya.*?>

428 Nasser, “Spasms of the Soul: The Tanganyika Laughter Epidemic in the Age of Independence,” 316.
424 Elaine Tyler May, Homeward Bound.: American Families in the Cold War Era (New York: Basic Books, 1988).

425 E, S. Tan, “Epidemic Hysteria,” The Medical Journal of Malaya 18, no. 2 (December 1963). After gaining
independence in 1957, Malaya united with Singapore, North Borneo, and Sarawak in 1963 to form Malaysia.
“UNTC,” accessed March 19, 2025, https://treaties.un.org/pages/showDetails.aspx?0objid=080000028011£470;
“Federation of Malaya Independence Bill (Hansard, 12 July 1957),” accessed March 19, 2025,
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Another outbreak of strange behavior among schoolgirls in a former British colony took
place that same year in Tanganyika and is reconstructed in journalist Latif Nasser’s PhD
dissertation from the History of Science Department at Harvard. In Spasms of the Soul: The
Tanganyika Laughter Epidemic in the Age of Independence, Nasser layers the history of
independence over the outbreak, as it was treated and studied by a large overlapping cast of
actors, from Swedish Lutheran missionaries running the school, British psychiatrists sticking
around after colonial rule had ended, and an emerging cohort of African psychiatrists trained in
the west and situating themselves in the emerging field of transcultural psychiatry.42¢

This field brought an anthropological point of view to the sometimes strange and exotic
conditions, like the epidemic of laughter, exhibited by various groups around the world. Ugandan
psychiatrist Benjamin Kagwa and Nigerian psychiatrist Thomas Adeoye Lambo brought a
different perspective from their European colleagues, Nasser argues, not because they were
Africans but because they were concerned with and attuned to the mental and emotional aspects
of independence, formulating an idea of “transitional stress” which they presented at prominent
transcultural psychiatry venues. Lambo in particular was committed to anthropological research,
Nasser shows, which shaped how he articulated the idea of transitional stress, as a reaction of
young Africans to the transformations their societies were undergoing, where education
frequently took them away from their homes and villages (along with the traditional beliefs that
circulated there) and exposed them to European schooling systems, cities, and new patterns of

labor.*?”

426 Nasser, “Spasms of the Soul: The Tanganyika Laughter Epidemic in the Age of Independence.”

427 Nasser, 336—42.
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With institutional roots at McGill University in Montreal in the 1950s, transcultural
psychiatry and psychiatric epidemiology grew throughout the 1960s and 70s to international
prominence, offering a new vantage on the sociocultural dimensions of sickness. A key concept
arising from transcultural psychiatry was the “culture bound syndrome” or CBS.*?8 As
biomedical theories of epidemic neuromyasthenia faltered, the rise of these fields offered new
ways to talk about and study collective behavioral phenomena—such that unexplained outbreaks
of EN could now more readily be classified as mass hysteria. The discourses of transcultural
psychiatry closely paralleled histories of mass hysteria mentioned above, with reference to
Medieval dancing manias, witch hunts, and cults all characterized as culturally structured
psychological reactions, just as the culture bound syndromes were characterized. Distinguishing
the two intellectual genealogies here is not intended to characterize them as distinct but rather to
highlight how transcultural psychiatry served as another argument constructed against the
infectious hypothesis for epidemic neuromyasthenia.

Early accounts of culture bound syndromes from the McGill Transcultural Psychiatry
Unit came from both western and non-western contexts. An early example of this kind of
culturally specific condition came from the “jumping Frenchmen” of Northern Maine and
Quebec, first described for a medical audience by American neurologist George Beard in 1871.

The men, who worked primarily as lumberjacks, jumped and obeyed sudden commands when

428 Raymond H Prince, “Transcultural Psychiatry: Personal Experiences and Canadian Perspectives,” The Canadian
Journal of Psychiatry 45, no. 5 (June 1, 2000): 434, https://doi.org/10.1177/070674370004500502. CBSs later came
to figure prominently in discourses about chronic fatigue syndrome in the 1980s and 90s. Along with anorexia
nervosa and posttraumatic stress, chronic fatigue syndrome and its similar conditions (multiple chemical sensitivity,
fibromyalgia, Gulf War Syndrome, and sick building syndrome) were often labeled Western culture bound
syndromes in debates about the validity of the CBS concept and its significance for psychiatric nosology.
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startled.*?® Henri Ellenberger wrote in 1950 about “Die Putzwut,” an affliction among Swiss
German housewives monomaniacally obsessed with cleaning; Ellenberger noted the challenge
for treatment surmounting the resistance of the patient, “the family, and above all the entire
entrenched traditions and values of the culture.”#*° Henri Ellenberger was, along with Eric
Wittkower, one of the founders of the field at McGill University in the postwar era. Joining
psychodynamic psychology with anthropology, psychiatrist Eric Wittkower created the
newsletter Transcultural Research in Mental Health Problems in 1957 which became the
Transcultural Psychiatric Research Review in 1963. From the start the field sought to find out
“whether the same or different illness entities are found cross-culturally,” with a growing
agreement that major psychopathic disorders were a universal occurrence patterned by individual
experiences and cultural context.*3!

Koro, another paradigmatic CBS to receive early attention, was brought to the
international community by (often Western-trained) physicians in Southeast Asia of Chinese
descent. In Taiwan, Hong Kong, and Singapore, these physicians noticed amongst ethnically
Southern Chinese patients a complaint that their penises were retracting. The condition bore a

resemblance to the TCM concept of suo-yang, caused by a deficit of hot, dry, male yang energy

429 Mark Paul Richard, “A Peculiar Condition: A History of the Jumping Frenchmen Syndrome in Scientific and
Popular Accounts,” Journal of the History of the Neurosciences 27, no. 4 (October 2018): 355-74,
https://doi.org/10.1080/0964704X.2018.1481315.
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that had been noted in medical treatises since the first century B.C.E.**? In both cases, cultural
traditions were argued to either cause or simply shape the manifestation of neurosis. Most
medical observers subscribed to traditional European psychiatric classifications, meaning that the
CBS concept at its origins evinced a similarity to (some would say inherited the legacy of)
colonial medicine. If understanding psychiatric conditions around the world just meant slotting
them into western classification systems, the opportunity to connect with and help patients
through “cultural competency,” was lost, later critics charged.

Emmanuel Delille has argued that such questions of CBSs and the history of the ICD
reflect presentist concerns in the history of psychiatry, and at the founding moment of
transcultural psychiatry, psychiatric epidemiology (then taken to mean the different prevalence
and manifestations of the major psychiatric disorders—schizophrenia, depression, and bipolar
disorder) was the primary goal and interest of the physicians and social scientists involved.**
This might explain why the psychiatric dimensions of plausibly infectious conditions like
epidemic neuromyasthenia and encephalitis lethargica were not immediately of interest to early
psychiatric epidemiologists—mental health alone was a big enough problem to tackle.

In “Depression, somatization, and the “new cross-cultural psychiatry” Arthur Kleiman
argued that Western psychiatry sidelined local illness categories by framing them as cultural

phenomena over a universal biological disease entity.*** Within the cultural relativism of 1970s

432 Howard Chiang, “Translating Culture and Psychiatry across the Pacific: How Koro Became Culture-Bound,”
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anthropology, Kleinman argued, explanations, not diseases were being compared, which were
prominently shaped by culture. This line of thinking, not restricted to Kleinman alone, opened a
new way of understanding culture bound syndromes as culturally patterned manifestations of
more universal mental processes. “Anorexia nervosa, multiple personality disorder and chronic
fatigue syndrome were re-interpreted as Western culture-bound syndromes,” writes Jatinder
Bains in his history of transcultural psychiatry.**> This claim represents a chronological leap, as
work linking chronic fatigue syndrome to culture bound syndromes did not emerge until the
1990s but this certainly shows the influence of transcultural psychiatry in shaping psychiatric

understandings of chronic fatigue syndrome.*3

Growing Legitimacy Deficit

Doctors working on epidemic neuromyasthenia faced a growing legitimacy deficit, such
that the disease seemed less and less like an issue for infectious disease, internal medicine, or
even psychiatry, but rather a social issue of over diagnosing a fad label. Epidemic
neuromyasthenia saw this fall in status because new configurations in American medicine gave
doctors new ways to describe frustrating patients whose symptoms did not get better with
treatment or have a clear biological basis. This change was prefigured in the decades prior to the
1970s by the decline of hysteria as a discrete diagnosis and its rise as a way of describing

patients, their personalities, and their illness experiences. Doctors studying hysteria at the end of

43% Bains, “Race, Culture and Psychiatry,” 146.
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the 19 century and turn of the twentieth were legitimate clinicians; doctors interested in
epidemic neuromyasthenia in the 1970s began to seem like they were working on an illegitimate
condition.

Sociologist Joanna Kempner coined the term “legitimacy deficit” in her 2014 book on
migraine headache. Put simply, the term means that “headache specialists have always had
trouble convincing others that their work is worthwhile and meaningful.”**” Behind the idea of
“worthwhile and meaningful,” however, lies a whole host of assumptions about psychosomatic
medicine, women patients, and professional advancement. Kempner cites Isabel Baszanger’s
concept of “homology of status” between the doctors and patients of stigmatized conditions,
where the stigma associated with difficult patients rubs off onto the doctors who treat them.
While headache specialists reported to Kempner that other doctors expressed gratitude that they
dealt with difficult headache patients so they did not have to, the lower status of the headache
specialist can be seen in the lack of dedicated jobs for them within neurology departments.
Kempner also notes the slippage between “psychosomatic patients” and “women” in the
descriptions non-specialists used to describe headache patients, who they perceive as having
“highly gendered personality problems,” namely whininess.**

Physicians interested in epidemic neuromyasthenia received similar signals in the 1960s
and 70s to what headache specialists would later describe in the 2010s. In Alexis Shelokov’s

correspondence he notes several instances of colleagues brushing off his or others’ interest in
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epidemic neuromyasthenia. In a letter to a fellow doctor in 1978 he wrote “so many of our
colleagues do not believe a word of it!” about an outbreak of possible epidemic neuromyasthenia
he was then investigating in a suburb of Fort Worth.#4? A local internist had apparently told a
patient seeking the diagnosis that it was a “bubble gum disease...he means that it has been blown
up into a big something on the basis of nothing [but air].”44! Shelokov tried to publish the
outbreak writeup in the Journal of the American Medical Association and was rejected
“outright...on the basis of it dealing with a ‘so called disease,”” he told a colleague in 1980.44

Biomedicalizing migraine—identifying it with a “biopathological phenomenon with a
characteristic mechanism and predictable course” in the words of Charles Rosenberg***—helped
neurologists shore up the legitimacy of the condition, as new pharmaceuticals and brain imaging
technologies enabled them to define migraine disorders as neurobiological and not psychiatric. In
the case of epidemic neuromyasthenia decades prior, physicians’ attempts to biomedicalize the
condition were met with uncertainty and failure. Shelokov kept reprints of the literature on EMG
and creatinuria as he attempted to assess the validity of the tests in diagnosing the syndrome. He
also developed a larger research project on the validity of creatinuria as a diagnostic sign for

muscle dysfunction and attempted to publish a paper on it, mentioned earlier in this chapter.
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Secondary Gain, the Sick Role, and Difficult Patients

Other social science concepts growing in prominence within medical discourses of the
1960s and 1970s were the idea of “secondary gain” and the closely connected “sick role.”
Secondary gain is a term Sigmund Freud coined which remained relatively unchanged in its
meaning and usage up to this era.*** Freud defined secondary gain as interpersonal or social
benefits a patient receives because of a conversion symptom, for example avoiding work or
military service. This contrasts with primary gain, which is internal and entails the patient
experiencing a conversion reaction to deal with feelings of guilt and conflict. Secondary gain has
been used widely but inexactly throughout medical practice. One chronic pain doctor interested
in studying the concept’s usage and utility found a slippage between malingering and secondary
gain where doctors identifying secondary gain in their patient made them more likely to assume
the patient was malingering, even though malingering is defined as intentional simulation of
illness, while secondary gain applies to the unconscious production of conversion symptoms.

Influential midcentury sociologist Talcott Parsons referred to secondary gain when
formulating his concept of the sick role. “The privileges and exemptions of the sick role may
become objects of a “secondary gain” which the patient is positively motivated, usually
unconsciously, to secure or to retain,” he writes in The Social System without footnoting the
statement in quotes.**> Secondary gain may thus be a consequence of the sick role, according to

Parsons.
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Parsons situated sickness within a larger social structure, explaining how sickness can
remove someone from society, away from work, social, and familial responsibilities. The sick
person is seen as exempt from those things through no fault of their own and has several rights
and obligations from this. They are seen as faultless for their condition and therefore able to
withdraw from society in this way without blame, if they seek legitimate medical treatment and
want to get better. The concept has the idea of motivation built into it, because sickness is one of
the few methods of deviance that is socially acceptable and enables nonparticipation in society.
People seeking a respite from the nonstop demands of capitalism/a society governed by the
protestant work ethic—and Parsons was strongly influenced by Weber—may, consciously or not,
seek out illness as the means to this end.

The sick role concept was hugely influential in medical sociology and, perhaps as a
result, critiqued extensively.**¢ Responding to critiques of the sick role as overly deterministic,
irrelevant to chronic illness and disability, and above all as patient-blaming, Parsons later
described the “motivatedness” facet of the sick role concept as arising from his fieldwork among
doctors in the 1930s who were, he said, uniformly interested in the psychosomatic dimension of
all illness.**” The rights and obligations of the sick role each supply a motivation for illness—
someone might be motivated to avoid their role expectations, motivated to receive care and
attention from an esteemed professional like a physician, avoid being blamed for their condition

or whatever negative consequences it was causing. But this use as a sociological tool seems to
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have been overshadowed in medical practice to signify abstention or dependency on the part of
the patient. It’s important to point out here that the term was intended to carry no meaning at all
about the psychological versus physical/biological nature of the illness placing a person in the
sick role, and Parsons argued that motivation was present across all kinds of sickness, from the
propensity to get in a physical accident to the maintenance work involved in living with a
chronic illness. As a result, “one primary aspect of therapeutic roles came to be their functions as
mechanisms of social control.”

Kerckhoff and Back describe studies of chronic brucellosis where no active infection or
brain damage resulting from an acute infection can explain patients’ ongoing debilitating
symptoms, and write that “medical evidence shows that chronic brucellosis is not a physical
disease but a convenient way for patients to legitimize their desire to persist longer in the sick
role.”*8 The study’s authors, however, make no specific reference to the sick role and instead

29 ¢

describe “illness in the absence of objective evidence of disease,” “psychoneurosis,” and “the
possibility that psychological factors may be of importance in the pathogenesis of the illness.”*4
This would seem to indicate a level of informality with which psychologists like Kerckhoff and
Back regard the sick role concept—not as an inherited academic concept but an everyday term to
describe a universal aspect of health and illness.

The sick role concept has a particular salience for medically unexplained symptoms and

their epidemic manifestations. Because the alternative hypothesis for outbreaks of epidemic

neuromyasthenia is hysteria, a disorder of conversion symptoms, secondary gain and the sick
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role seem to answer questions about unconscious motivation which doctors may have when
confronted with these patients. The idea has often been invoked casually and briefly in
describing the resistance of these patients to psychiatric explanations, arguing that patients are
seeking the more socially legitimate sick role of an organic illness, as chronic psychiatric
conditions are often still seen as deviance, not illness.

In an article from 1990 on the “Changing Faces of Somatization,” psychiatrist Donna
Stewart labels chronic fatigue syndrome or “postinfectious neuromyasthenia” as one of several
“diseases of the month,” with vague and common symptoms frequently experienced by most of
the population, making them an ideal diagnosis for chronic somatizers to seek. Organic
diagnoses “become a legitimate reason” to avoid other responsibilities in favor of health
concerns or being taken care of, while “the secondary gains incurred are often obvious and
significant.”*® Another article from psychosomatic medicine analyzing “Sick-Role
Susceptibility” in the literature on illness behavior situates chronic fatigue syndrome, multiple
chemical sensitivity, and fibromyalgia as the “problem patients” of internal medicine,
occupational medicine, and rheumatology, respectively.*!

Historian Rhodri Hayward has characterized secondary gain as an individualistic model

of illness behavior.*? The sick role, in applying to a single subject although situated within a

social structure, could also be characterized this way. However, discourses about “difficult
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patients” followed the dissemination of the sick role concept into medical practice and represent
a dualistic framework for explaining patients with medically unexplained symptoms.

In a book published in 1963 aptly titled Difficult Patients, physician Jackson A. Smith
opens by describing patients for whom no physical findings can explain their symptoms. Those
patients “are termed ‘difficult patients,” and their characteristics are described in this book.”*>3
The idea of a difficult patient existing as a natural kind across medicine, for which Smith offers a
field guide tidily organized by bodily system, reveals an often-tacit thread of medical discourse.
In a history of “noncompliance” in Anglophone medical literature, Jeremy Greene argues that
noncompliance, used to describe the challenge in getting patients to stick to the treatments
doctors prescribed them, emerged after World War II as a distinct object of academic focus “from
prior descriptors of difficult patients.”** These descriptions of difficult patients often had a more
colloquial and capacious tone and were oriented towards helping the (especially primary care
physician) manage such patients. Another prominent thread of the idea of difficult patient came
from tuberculosis treatment, where long-term lifestyle recommendations proved challenging for
patients to follow, often from lack of funds rather than lack of desire.*>

Difficult patients were not just unwilling to cooperate with treatment, they made every

part of the clinical encounter miserable, according to the doctors who dealt with and published
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on them. One particularly well known and well cited example is James E. Grove’s “Taking Care
of the Hateful Patient” from the New England Journal of Medicine in 1978.43¢ This article
“inspired further research not only on the characteristics of so-called ‘difficult’ patients but also
factors that can contribute to patients being perceived as difficult and strategies clinicians can use
to respond appropriately to these patients’ needs.”*” Grove argues that there is little information
in medical training about how to deal with such patients, and advice tended at that time toward
avoiding negative feelings and cultivating compassion. This downplays just how strongly doctors
may feel about certain patients, Grove argues, and he aims to contribute to a more open
discussion that allows doctors to learn valuable lessons from these patients. He describes four

29 ¢¢

categories of difficult patient, “dependent clingers,” entitled demanders,” “manipulative help-

rejecters,” and “self-destructive deniers.”*8

What’s notable about the description of the “manipulative help-rejecter” patient in is how
similar she sounds to an epidemic neuromyasthenia and later chronic fatigue patient.
Manipulative help-rejecters are “often accused of ‘masochism’ and are said to be reaping

unjustified ‘secondary gain.””** They reject being told they are depressed or being referred to a

psychiatrist and seem to lack the desire to get better. Relieving one of their symptoms will only

456 James E. Groves, “Taking Care of the Hateful Patient,” New England Journal of Medicine 298, no. 16 (April 20,
1978): 88387, https://doi.org/10.1056/NEJM197804202981605.

457 Richard B. Gunderman and Peter R. Gunderman, “Forty Years since ‘Taking Care of the Hateful Patient,”” AMA
Journal of Ethics 19, no. 4 (April 1, 2017): 36973, https://doi.org/10.1001/journalofethics.2017.19.4.nlit1-1704.

458 Groves, “Taking Care of the Hateful Patient,” 884.

4% Groves, 886.
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cause a new one to “mysteriously” appear in its place.*®® And interestingly the author presents
these patients as a challenge from which doctors must heal themselves.

Another category of difficult patient being articulated in medical conversations at this
time was the “worried well,” young, well-off professionals who exhibited health consciousness
to a degree that taxed the medical system due to the many tests and specialist referrals they
requested. The founder of Kaiser Permanente, Sidney Garfield (who the reader may remember
financially assisted a sick nurse from the Los Angeles outbreak in 1934), wrote in 1970 that
increasing adoption of health checkups by the American public—in part inspired by programs
like Kaiser Permanente’s—strained the medical system by taking up doctors’ time and cutting
into their care of the sick. Some proportion of those requesting checkups are the “worried well,”
relatively well people concerned about the state of their health. If denied access to free or
affordable checkups, these worried well “obtain comparable, often more costly services from
physicians through symptom complaints.”#%! The response—multiphasic health testing—
addressed the strain these and other patients place on the system by offloading physicians’ work
to automation, laboratory tests, and other medical personnel. Notably, the assumption that
hypochondriacs would present various dubious, spurious, or psychologically based symptom
complaints helps explain physician hostility to chronic fatigue syndrome and other syndromes of

medically unexplained symptoms.*6

480 Groves, 885.

481 Sidney R. Garfield, “Multiphasic Health Testing and Medical Care as a Right,” New England Journal of
Medicine 283, no. 20 (November 12, 1970): 1088, https://doi.org/10.1056/NEJM197011122832006.
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All this attention from within medicine and medical sociology around the sick role,
difficult patients, and the worried well reflected these fields attempting to make sense of the
dramatic changes in the US health landscape in the decades after WWII. Paul Starr in The Social
Transformation of American Medicine argues that medicine “like many other American
institutions, suffered a stunning loss of confidence in the 1970s.”43 Ballooning costs to medical
procedures created the perception of a crisis in the healthcare system while the revelation of
scandals like the Tuskegee Syphilis Study and the Willowbrook School’s hepatitis studies
combined with the Women’s Health Movement to place new scrutiny on the harms of medical
attention and challenge medical authority. Eventually, the work of epidemiologists and
demographers like Thomas McKeown would cast doubt on medicine’s ability to improve lives at
all, showing that public health measures and rising prosperity had a much bigger impact on
mortality than medical advances.*%* Starr cites another pessimist, a neoconservative political
scientist, arguing that “the marginal value of one—or one billion—dollars spent on medical care

will be close to zero in improving health.”46

Conclusion

https://doi.org/10.1016/j.socsbiocimed.2012.09.010; Jutel, “Beyond Our Ken?: Contested Diagnoses and the
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Epidemiological, neurological, and virological advances played an important role in the
legitimation, then delegitimation of epidemic neuromyasthenia as a disease. Working in the
context of outbreaks provided many investigators with all the proof they needed to accept that
what they were seeing was a viral disease. The challenge arose in packaging that knowledge and
attempting to convince peers who had not seen the outbreak of the same. Creating a working
case definition was a huge challenge, and casting too wide a net could skew knowledge about the
outbreak, but at the same time noticing a new or distinct clinical entity like this was only possible
in an outbreak, where a more coherent clinical picture could emerge. Sporadic cases risked being
interpreted as any viral illness like influenza or polio. This tension inherent in epidemic
neuromyasthenia partly differentiates it from later diseases like ME/CFS because of the
centrality of outbreaks to its definition.

Such a definition proved elusive (and is still at issue with chronic fatigue syndrome, long
COVID, and other similar conditions) because, I argue, it could not function at individual clinical
and collective epidemiological scales. Poskanzer and colleagues wrote “The illness epidemic in
Punta Gorda illustrates problems inherent in an attempt to define a nonfatal illness with a broad
array of symptoms that blend into the host of psychoneurotic and minor medical complaints
endemic in a community”4%® An individual case of pain, debility, and fatigue could sharply
disrupt someone’s daily life, as did the chronic and relapsing character of the disease, yet when
viewed from a population level, the outlines of a case started to blur and more quotidian
experiences of pain, fatigue, and depression began to creep in. This is because the main
symptoms of epidemic neuromyasthenia are some of the most common among all people:

fatigue, nausea, headache, dizziness. Epidemic neuromyasthenia also presented in varied ways

486 Poskanczer et al., “Epidemic Neuromyasthenia-- An Outbreak in Punta Gorda, Florida,” 362.
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across patients and within individual cases, making a case definition difficult to establish. Only
by following up with a subset of patients over a year could the investigators differentiate the
“emotional overlay” of a distressing illness episode from the patient’s baseline personality, which
might range from “stoical” to “hyperreactive and psychoneurotic.” At both individual and
societal levels, distinguishing the disease state from unpleasant but not inherently pathological
(or at least, not the remit of agencies like the Communicable Disease Center) facets of life
presented challenges that were never fully worked out in the short history of epidemic
neuromyasthenia. These epidemiological issues were inherited by later contested illnesses which
lacked even the ambiguous physical signs of epidemic neuromyasthenia—the ocular,
neurological, and muscular manifestations of the disease—and were instead defined entirely on
the basis of subjective, self-reported symptoms.*¢’

In this chapter I have also charted several changes to the social context of medicine
which helped give rise to the hysteria explanation, enabling its eventual triumph. New discourses
about difficult patients and the sick role highlighted the kind of symptoms and patterns of
medical care seeking that epidemic neuromyasthenia patients exhibited. For psychiatrists like
McEvedy and Beard, these patients’ conditions could be better explained through these
psychosocial frameworks than an infectious disease hypothesis. I have characterized the earlier
era of epidemic neuromyasthenia as central to US public health infrastructure, as many
concerning epidemics throughout the 1930s through 1960s flew under the radar for most medical

professionals yet attracted attention and concern from central nodes of American medicine and

public health. After the 1970s, chronic fatigue syndromes and similar conditions also occupied a

487 B. Evengérd, R. S. Schacterle, and A. L. Komaroff, “Chronic Fatigue Syndrome: New Insights and Old
Ignorance,” Journal of Internal Medicine 246, no. 5 (1999): 455-69, https://doi.org/10.1046/j.1365-
2796.1999.00513.x.
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central place in national discourses of health, but as the negative example of what too much

focus on health could do to people.
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Chapter 5: Becoming Chronic Fatigue Syndrome

A set of symptoms appearing across discrete local outbreaks—fatigue, muscular pain and
fatiguability, brain fog, flu symptoms—became increasingly recognizable, widespread, and
common in the 1970s and 80s. In the 1950s and 60s, when these symptoms showed up in a group
of people, public health agencies might dispatch a team of physician-epidemiologists to go study
the outbreak and a report would be published in the aftermath, describing the strange but
characteristic symptoms, lack of objective evidence of disease, and lack of conclusions about the
disease’s identity.

News articles were published and then the publicity would die down, leaving patients to
deal with their chronic conditions without medical answers. By the beginning of the 1980s, these
symptoms were showing up in new contexts. British doctors who had been working on the
syndrome and knew it as “benign myalgic encephalomyelitis” saw a continuity with outbreaks of
the 1950s and the patients they continued to treat. In America, infectious disease doctors
recognized that the symptoms were like those of infectious mononucleosis and questioned
whether a chronic form of that disease (known to be caused by the Epstein-Barr virus since
1967) existed. Questions about a chronic form of Epstein-Barr virus disease reached medical
publications and in turn shaped new outbreaks of the syndrome, as investigators now had a
specific viral hypothesis to test.

This mirrored attempts to pin the syndrome on poliovirus in the 1934 Los Angeles
outbreak and the 1948 Akureyri, Iceland outbreak. Like those previous attempts, virologists
again failed to prove any one virus was the cause of the syndrome. Outbreaks in the 1980s saw
greater publicity, however, so the EBV theory entered public discourse and made the strange

fatigue syndrome a national phenomenon. The Centers for Disease Control were obligated to
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create a case definition for the syndrome, in part attempting to stem the tidal wave of diagnoses
of “chronic Epstein-Barr virus disease” being sought and dispensed across the country. They
came up with “chronic fatigue syndrome,” which defined the syndrome not by any
pathophysiological measures but through the patient’s reported symptoms, setting the stage for
the condition to become a “contested illness,” as patients, doctors, and public health officials
continued to debate the biology of the condition.

The Lake Tahoe outbreak is arguably the most famous outbreak in chronic fatigue
syndrome’s history. It marks the genesis of the condition in many narratives of the disease, as the
CDC mounted an epidemic response, conducted a study among the patients, and eventually
provided a standard definition for chronic fatigue syndrome based on the symptoms of those
patients. The fact that experts involved in the outbreak response came up with the term “chronic
fatigue syndrome” and eventually a set of diagnostic criteria suggests that the condition was born
out of the Lake Tahoe outbreak, but the story is a bit more complex. This chapter argues that the
conversion of epidemic neuromyasthenia into chronic fatigue syndrome created the conditions
for the controversy over the syndrome’s biological basis to spread, as it went from a disease of
local outbreaks to a national phenomenon. By the 1984 outbreak at Lake Tahoe, patients were
their own social force who could take control over the syndrome’s definition, out of the hands of
a narrowly defined group of experts and into new realms of patient activism and alternative
medicine, introducing new social explanations for the condition (which joined previous questions
of the psychology of the patients) into common discourse.

As my previous chapters describe, many outbreaks of a very similar condition took place
around the world, attracting labels like “atypical poliomyelitis” in the 1930s to “epidemic

neuromyasthenia” in the 1950s. British doctors saw a whole series of outbreaks across England
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throughout the 1950s and began to speak about “benign myalgic encephalomyelitis,” which they
viewed as essentially similar to epidemic neuromyasthenia with perhaps slight differences in
presentation. These doctors all regarded the condition as a syndrome, with possibly many causes
giving a slightly varied clinical picture, but essentially the same pathophysiological process. By
the late 1950s and into the 1960s, numerous publications in major journals like the Lancet and
New England Journal of Medicine introduced a wide medical audience to the conditions.
Epidemic neuromyasthenia/benign myalgic encephalomyelitis became a disease that many
doctors had heard of, and a few had devoted significant time to researching or treating it.
Moreover, patients even began reaching out to each other about it, forming societies and keeping
in touch via the mail. Prior to the Lake Tahoe outbreak, these people believed the condition had
both epidemic and sporadic forms.

One dedicated doctor, Alexis Shelokov from the NIH, argued that it was no use trying to
diagnose or study the sporadic form because it was too indeterminate, too suggestive of a range
of viral and psychoneurotic afflictions. Only the epidemic form, because it was replicated across
so many bodies, could provide an investigator with the certainty that they were seeing one
disease. Nevertheless, the increasing awareness of these conditions through the 1970s surely
drew people to seek a diagnosis when they recognized that their symptoms matched those they
had encountered elsewhere—for example, in newspaper articles about the condition.

At the start of the 1980s, academic physicians who had not previously been interested in
patients with vague, subjectively defined chronic conditions began working on just those
patients, due to new advances in virology. Figures as eminent as Hilary Koprowski and Robert
Gallo were interested in the fatigued patients for a time as part of their research on retroviruses.

The chronic fatigue patients looked a little like AIDS patients, with their unexplained fatigue and
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neurological symptoms. Interest in the epidemiology of Epstein-Barr virus led teams at NIH and
in Arizona to study whether a cohort of patients with chronic symptoms of mononucleosis
(which had been connected to Epstein-Barr in 1967) indeed had evidence of active Epstein-Barr
virus infection. They found some suggestive evidence in a subset of their patients, but nothing
conclusive.

Those papers, published in Annals of Internal Medicine in January of 1985, inspired the
two internists at Lake Tahoe to see whether Epstein-Barr might be behind their own patients’
chronic fatigue and other vague but vaguely viral symptoms. They started getting some
interesting results and called in the CDC’s Epidemic Intelligence Service. The EIS conducted a
study among a group of the patients they felt most clearly resembled a cluster of one condition,
and like the Annals teams found that EBV was not a clear cause of the syndrome. Levels of EBV
antibodies did not seem to correspond to disease severity among patients, and many controls also
had elevated EBV levels too, as the disease is and was widely distributed among the US
population. They left Tahoe in 1985 and published their report three years later, a suspiciously
long gap for many patients and advocates who felt the CDC had not taken them seriously. A
team, led by CDC epidemiologist Gary Holmes, eventually published standard criteria for the
diagnosis of the disease, which they labeled “chronic fatigue syndrome.”

Chronic EBV disease, and then CFS took off in the public imagination, even without
biomedical confirmation of their exact nature. News reports called CEBV the “malaise of the
80’s” while CFS began to be called the “yuppie flu” as CDC officials characterized its victims as
affluent, worried housewives. Public discourse oscillated between these poles: it was either a
legitimate, scientific condition or a fashionable neurosis, depending on which doctors and public

health officials were asked.

213



Several currents then came together into chronic fatigue syndrome: studies of EBV, Lake
Tahoe outbreak, and the CDC’s consensus definition, to create a perfect storm of uncertainty and
controversy for the condition. As the condition changed names from epidemic neuromyasthenia
to chronic fatigue syndrome, it went from a syndrome of strange outbreaks to a “contested
illness,” with patients newly responsible for defining the condition, conducting their own
epidemiological surveys through newsletters, and using news outlets to advance their
perspectives.

Official attempts to fit this condition into the outbreak script finally failed with the Lake
Tahoe outbreak. The mystery fatigue syndrome was no longer visible exclusively through
medical literature and short writeups in the lay press. It had taken on a life of its own across the
country and was now a broader phenomenon. From a scientific perspective, this may have meant
that too many different ailments were being grouped under this one description, muddling the
epidemiological picture. Indeed, it seems that much of the contestation about the
pathophysiology and epidemiology of chronic fatigue syndrome arose from those expanding
boundaries. Subsets of patients had things in common, but the whole group no longer seemed
coherent, as the patients in small, localized outbreaks had.

From a social perspective, there were now people clambering for this diagnosis. Patients
had been organizing since the 1970s to combat medical disinterest in their mystery fatigue
conditions and, using the powerful model of AIDS activism, became increasingly prominent in
the discourse around the syndrome. Chronic fatigue syndrome was no longer just a mystery
epidemic befuddling those who encountered it; it was a syndrome of many possible causes,
discussed across a wide network of patient groups, allegedly neglected by federal public health

agencies, and a platform for health activism.
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All of this took place at a moment of change in patterns of health and healthcare in the
US. At the end of the seventies concern mounted about a crisis in American healthcare, brought
on by ballooning costs for services. Arthur Barsky was a physician puzzling over the fact that
Americans reported feeling worse despite dramatic and measurable improvements in the US
healthcare system and lower rates of mortality and serious disease. He attributed this trend to
four factors: increased prevalence of chronic conditions due to advances in treating both
infectious and chronic disease, greater health-consciousness leading to heightened awareness of
any aches and pains—"an amplified awareness of bodily symptoms and feelings of illness”—,
the commercialization of health, and the increasing remit of medicine (medicalization) leading to
increased expectations for medicine’s abilities.*6®

There is a clear parallel to critiques of chronic fatigue syndrome which would arise over
the 1980s. Psychiatrists would argue that patients were perseverating over symptoms, creating
the impression of sickness over normal annoyances. The increasing availability of medical tests,

health supplements, and alternative practitioners seemed to facilitate the spread of chronic

fatigue syndrome across the country in that decade.

Chronic Epstein-Barr Virus Disease, 1980-1985

Right before the Centers for Disease Control went out to Lake Tahoe, Epstein-Barr virus
suddenly seemed to represent a novel public health threat. Connected in the mid-60s to certain
forms of facial cancer uniquely prevalent in tropical areas of Africa, Epstein-Barr was then

established—and widely accepted—as the cause of infectious mononucleosis (IM) by 1967, after

468 Arthur J. Barsky, “The Paradox of Health,” New England Journal of Medicine 318, no. 7 (February 18, 1988):
414-18, https://doi.org/10.1056/NEJM198802183180705.
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which physicians began to debate whether the virus could cause a chronic infection, or relapses
within the same patient. A member of the herpesvirus family, EBV is also called Human
gammaherpesvirus 4. By the 1980s doctors began to postulate the existence of a chronic illness
caused by EBV infection, a syndrome marked by fatigue and significant life disability, with
serological evidence of chronic EBV infection. This syndrome remained speculative, but caused
a national controversy after the Lake Tahoe outbreak was initially reported to be a form of
chronic EBV infection. This controversy was never settled and instead was transformed when the
CDC defined the Tahoe malady as “chronic fatigue syndrome,” disconnecting it from the
Epstein-Barr virus and focusing on subjective symptoms instead.

In the late 1960s, British pathologists M. Anthony Epstein and Yvonne Barr became
interested in tissue biopsies from pediatric lymphoma patients that Denis Burkitt collected as a
surgeon in Kampala, Uganda. Recognizing a herpesvirus in the tissue cultures, Epstein sent the
samples to two Philadelphia area virologists, Werner and Gertrude Henle, who were able to
connect the new virus to both Burkitt’s lymphoma and infectious mononucleosis, after a lab
technician became sick with mono and they compared the serum samples.**® Summarizing their
studies in a 1978 publication, two pediatricians wrote “the tentative conclusion that EBV was the
cause of IM was confirmed by many studies that leave little reason to doubt the etiological role
of the virus in this disease.”*’® While the virus is the direct cause of IM—an “etiological

agent”—it is implicated in cancers as a predisposing factor, knocking some part of the immune

489 George Miller, “Book Review: Epstein-Barr Virus,” New England Journal of Medicine 355, no. 25 (December
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system out and enabling cancer to then develop. The virus attracted more attention for its cancer
connection, probably due to the extensive infrastructure established in the United States to find a
viral cause of cancer.*’! The history of EBV research is intimately tied to transformations in US
medicine toward genomic and molecular approaches—in 1984 the genome of one EBV strain
was completely sequenced, enabling new connections between genomics and biomedical
research.*’? These same transformations served to marginalize chronic fatigue syndrome when
new virological techniques did not clarify the syndrome’s cause.

At the beginning of the 1980s, before the Lake Tahoe outbreak came to national attention,
doctors around the world were fielding patients with symptoms of mononucleosis which did not
resolve after a few weeks and instead persisted for years or resolved and then recurred
chronically. In Israel, a team of internists and virologists noticed patients with an illness they
called prolonged and “atypical” of mononucleosis which nonetheless showed serological
evidence of being caused by Epstein Barr virus. They pointed out that EBV had been described

2 ¢¢

with the words “chronic,” “protracted,” and “persistent,” yet very few cases have been described

in the literature with that language “despite a clinical impression that such cases do exist”.4”

They described seven such patients who had become sick in 1978 through 1980, whose

symptoms were similar to past reports of epidemic neuromyasthenia (which they did not connect
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to their cases, whether from ignorance or deliberately). Splenomegaly, or enlargement of the
spleen, was more commonly seen in these patients and had not been found in most epidemic
neuromyasthenia outbreaks. Lymphadenopathy, however, was common in the early stages of
ENM outbreaks. Showing the still-tacit border between psychological and organic diseases with
this clinical picture, one patient was described as having a clinical picture “suggestive of either
hyperthyroidism or emotional disturbance” as the thyroid function tests “were at the upper limit
of normal.”** This comment also demonstrates the importance placed on laboratory test results

over clinical observation (or patient testimony) by this time.

TABLE 1I—SUMMARY OF SIGNS AND SYMPTOMS IN SEVEN PATIENTS Table 2. Clinical Features of Patients with Chronic lliness Associ-
WITH CHRONIC ATYPICAL ILLNESS ASSOCIATED WITH EPSTEIN-BARR sted with Epstei Virus |
VIRUS INFECTION ;
Symptoms Patients (n = 23)
Patient n{(%)
_‘ - B R 5
Signs and symptoms 112134 |T‘ 6|7 F‘“su‘ 23 (100)
— - - Low grade fever 22 ( 96)
Fever R B el o B Allergy 15 ( 65)
Lymphadenopathy | =+ -] Pharyngitis 13 ( 57)
Enl i _ | Adenopathy 11 ( 48)
nlarged liver +l= - =]+ - Mild arthralgia 9( 39)
Enlarged spleen N e I B A Headache 8( 35)
Weight loss e+ =]+ 4] = Psychoneurosis 8 ( 35)
) - Mild myalgia 7( 30)
Lymphocytosis L el IR A BN Weight loss ( > 5 kg) 3( 22)
Malaise - +l A I Gastrointestinal complaints 5( 22)
Weakness R O A I S I Tu:hynrrrylhrnia 4( 17)
Sleep disturbance 3(13)
Anxiety state STt Nt T Peripheral neuropathy 3(13)
Abdominal pains, nausea, etc. -1+ |+]-1-1-]- Prostatitis 2( 9)
Myalgia + Endometriosis 2¢( 9)
- Rash 2¢( 9)
Thyrowditis il Bl Il Tl | - Hepatosplenomegaly 1( 4)
History of allergy _ Ml Ml Ml B _1_‘ -

Figure 4: Symptoms seen in Tobi et al. patient cases,”” left, and Straus et al. patients, right.*
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INFECTION, Pages 61-64, Copyright 1982, with permission from Elsevier.

476 Used with permission of American College of Physicians, from Stephen E. Straus et al., “Persisting Illness and
Fatigue in Adults with Evidence of Epstein-Barr Virus Infection,” Annals of Internal Medicine 102, no. 1 (January
1985): 10.; permission conveyed through Copyright Clearance Center, Inc.

218



In 1980, two doctors affiliated with Cornell wrote to the Lancet describing a case of
possible EBV reinfection, after conversations with physicians working at Cornell’s student health
clinics had told them that they frequently saw cases of infectious mononucleosis in patients with
a history of past mono. In their own patient they saw clinical evidence for mononucleosis yet no
serological evidence, whereas reviewing her case records from ten years prior showed clinical
and serological evidence of mono. “The second attack may have been unrelated to EBV or,
perhaps, recurrent EBV-associated IM is not always accompanied by serological and/or
virological evidence of active EBV infection,” they speculated. Nonetheless, as EBV is part of
the herpes group, the doctors argued it would not be surprising for the illness to recur, as
herpesviruses “have a propensity to remain latent after a primary infection and to reactivate after
alternation of some ill-defined host factors.”#”” Clinically, these doctors at Cornell and in Israel
could feel confident they were seeing infectious mononucleosis, but their attempts to confirm the
diagnosis through standard lab tests met with uncertainty, indicating something more complex
might be occurring.

By the early 1980s, while medical opinion was settled on EBV as the cause of infectious
mononucleosis, many doctors had begun to speculate whether infectious mononucleosis could
have a chronic form, and whether this form could be explained by persistent infection with EBV,
or some other mechanism. There was solid evidence for this suspicion, based on Epstein-Barr
virus being a herpesvirus, part of a family known to stay in certain cells and go dormant, only to

re-emerge when the host was under stress. This was known to occur with herpes simplex viruses

477 R. Shihman Chang and Richard Maddock, “Recurrence of Infectious Mononucleosis,” The Lancet, Originally
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and the chickenpox virus, also in the herpes family, which could be reactivated later in the host’s
life and cause shingles.*’®

There was also a new kind of test for infection with EBV developed at this moment,
developed by German scientists and published in the Journal of Immunological Methods in
March 1984.47° Enzyme-linked immunosorbent assay (ELISA) tests, which look for antibodies
produced by the patient’s immune system against different proteins making up the virus, replaced
the heterophile antibody or “monospot” tests available prior. Heterophile antibodies are not
specific to a particular virus, and so the monospot test was not commonly used to diagnose an
EBYV infection. Doctors could instead rely on symptoms and the patient’s history for diagnosis.
With the EBV specific ELISA tests, doctors could now get new kinds of information out of
patients with EBV-associated diseases like infectious mononucleosis and Burkitt’s lymphoma.
This information did not necessarily mean the tests were useful for diagnosing EBV infection,
however. In a cut and dry case of a short-term infection with all the classical symptoms of mono,
a test was fine. But in the strange, long term or recurring cases of chronic fatigue that looked like

mono, the tests could only suggest a cause, not prove one. A positive ELISA test would not prove

that EBV was causing someone’s symptoms because the antibodies could be present from an
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infection far in the past, so various other common causes of chronic fatigue would not be ruled

out by the positive result either.*%

In January of 1985, two prominent articles came out in Annals of Internal Medicine
attempting to explain a pattern of chronic illness through evidence of Epstein Barr virus
infection.

At NIH, A team of eleven doctors, scientists, and public health officials including the
eventual head of the NIH Office of Alternative Medicine, Dr. Stephen Straus, evaluated 31
patients from 1981 onward who had been referred there by physicians across eleven states, all
with unexplained fatigue and flu symptoms that they could trace to a mononucleosis infection as
early as 22 years prior.*8! After thoroughly evaluating all 31 patients at NIH, Straus determined
that 23 had serologic and immunologic evidence for chronic Epstein-Barr virus infection.

A sign of changes to medical research in the decades since the first atypical polio
outbreaks, the NIH article noted that “all patients gave informed consent” for the tests and
workups done.*®? As historian Laura Stark chronicles in Behind Closed Doors: IRBs and the
Making of Ethical Research, informed consent practices at the NIH clinical center were a source
of contestation between academic doctors and lawyers in the 1950s and 60s. Researchers resisted
using consent forms (i.e. asking patients for their signature on a document describing the

treatment they would undergo) because they argued this could confuse or frighten patients and

480 Toby L. Merlin, “Chronic Mononucleosis: Pitfalls in the Laboratory Diagnosis,” Human Pathology 17, no. 1
(January 1, 1986): 2—8, https://doi.org/10.1016/S0046-8177(86)80149-6.
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turn them off agreeing to treatments. Lawyers recognized they were in uncharted legal territory,
as formal research arrangements in hospitals were still novel in the 1950s, and so sought to
protect the NIH from liability, should the law come down on the side of patient’s rights. Group
review, the precursor to now ubiquitous institutional review boards wherein peers evaluate
researchers’ proposals and affirm they do not violate research participant’s rights, was developed
at the NIH clinical center so that physician researchers could maintain control over the
conditions of their own research, and especially decide what form “consent” could take, whether
verbal or written, and how “informed” it needed to be.*3* Bioethics scandals like Henry
Beecher’s 1966 New England Journal of Medicine article, detailing medical research carried out
on various vulnerable populations, and the revelation of the Tuskegee Syphilis Study, wherein
hundreds of African American men in rural Georgia were deliberately untreated for syphilis even
after the discovery of antibiotics, inspired Congress to sign the National Research Act in 1974.
This formalized informed consent practices, such that they were quotidian but necessary to
acknowledge by 1985 when the Annals articles were published.

Patients were “relatively homogenous” in character, all “Caucasian” adults over age 30
and all with college education or more. Interestingly, unlike many previous studies which
showed a preponderance of female victims, here there was an even gender split, with 12 women
and 11 men evaluated in the 23 cases. “Because of relatively unimpressive and nonspecific
findings,” many had previously visited several doctors and had tried alternative therapies

including mediation, acupuncture, and “megavitamin or ecologic therapies.”*%* They were

483 Laura Jeanine Morris Stark, Behind Closed Doors : IRBs and the Making of Ethical Research (Chicago:
University of Chicago Press, 2012), 134.
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Ecological therapies could be in reference to the controversial field of clinical ecology. Pioneered by a Harvard
doctor Theron Randolph, clinical ecology attempted to test patients for allergens in a holistic manner, as opposed to
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notably disabled by the illness and had their lives disrupted to a significant degree, losing the
ability to work or becoming estranged from family and friends as a result of the support they
required. Two had separated from their spouses, and in the same sentence the authors noted
“thirteen of the patients were never married,” perhaps revealing the pathological impression
singledom carried at the time.

The patients were evaluated by a psychiatrist at NIH (who seemingly was not a co-author
on the piece), who diagnosed six of the 31 with somatization, one with anxiety neurosis, and one
with depression. It seems like they considered these psychiatric features secondary or consequent
on the possible EBV infection, as the authors wrote “psychiatric diseases and certain
psychosocial factors have been associated with acute symptomatic Epstein-Barr virus
infection.”*®> Furthermore, they pointed out that no studies had been done about the long-term
neuropsychiatric sequela of EBV infection. It was possible the psychiatric conditions were an
organic outcome of the viral infection, in other words. And if not arising in the brain, perhaps the

b3

psychiatric disorders resulted from the patients’ “poor adaptation to a debilitating illness that can

be considered psychosomatic to the casual observer.”43¢
After this hedging, they reported that “by all regards, including formal evaluations, many
of these patients appeared to be neurotic. However, our detailed studies have uncovered a series

of subtle yet objective, organic abnormalities in these patients.” These consisted less in clear

evidence for EBV infection and more in vague evidence for ongoing immune dysfunction.

the reductionist skin scratch test. Instead, patients were placed in sealed chambers and exposed to miniscule amounts
of different substances through the air. Murphy, Sick Building Syndrome and the Problem of Uncertainty.

485 Straus et al., “Persisting Illness and Fatigue in Adults with Evidence of Epstein-Barr Virus Infection,” 10.

48 Straus et al., 10.

223



Patients tended to have high IgG antibody titers (the kind of antibodies produced after the acute
phase of an active infection), “suggesting persistent or reactivated infection,” yet the authors also
noted that “the results of serologic tests specific for Epstein-Barr virus are generally
inappropriate for persons who have not recently had an acute infection with Epstein-Barr virus,”
and the date of onset for an EBV infection varied quite a bit in this group.*®’ Immune
dysfunction included nonspecific abnormalities in T-cell-mediated suppression (the ability of T
cells to stop infected B cells from producing EBV products in vitro), yet this was not correlated
with any patients’ particular EBV antibody titers, which might be expected to be higher in
patients whose T cells could not suppress the infection.

Speculating about the etiology of the syndrome, the authors point out that EBV could be
the cause, or EBV could be causing an “immunoregulatory disorder,” or EBV could be entirely
epiphenomenal. “Certainly,” they note, “the clinical picture is far from unique and resembles late
features of some other disorders including brucellosis and epidemic neuromyasthenia.”*®

The other article in that Annals of Internal Medicine issue followed along similar lines. A
team of doctors in Tucson, Arizona tested forty-four patients with symptoms of EBV disease
lasting over one year for EBV antibodies. For thirty-nine of those patients, serologic tests
showed elevated antibodies, but there was not a statistically significant correlation of antibody
results with the clinical picture. Similarly to the Straus (NIH) team, Tucson’s Jones and
colleagues concluded that “Although these observations do not prove that Epstein-Barr virus

commonly causes chronic illnesses, the findings are provocative and provide a useful basis for

future prospective case-control studies.” This study population, unlike the Straus team’s, showed
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the typical gender disparity of past outbreaks of epidemic neuromyasthenia, with 13 men and 26
women in the antibody-positive group, and zero men and 5 women in the antibody-negative
group. Whether they had objective findings or not, women outnumbered men two to one or even
five to zero.

Several doctors soon wrote to the Annals to express their skepticism for the
meaningfulness of these findings. One accused the Tucson study’s authors of methodological
issues and questioned they would explain the preponderance of women in their patient group.
The other cited the epidemiological fact that fatigue is an extremely common medical complaint
and 80% of the US population were expected to have had an EBV infection by the age of sixty,
3-5% of those could have antigen levels detectable on lab tests, and some small portion of those
could have levels on par with the patients in Jones and colleagues’ study, leaving an enormous
number of people who could happen to have abnormal EBV titers and unrelated fatigue. James
Jones wrote back and argued that these epidemiological considerations about rates of EBV in the
larger US population were not of concern to their study, which simply characterized a sample of
patients as they presented in primary care and therefore was not trying to make claims about
rates of disease within the population or a gender imbalance in the syndrome. Jones stressed that
the study left questions for further investigation, ideally with prospective research that could

better correlate symptoms with the onset of infections.

An Outbreak at Lake Tahoe, 1984-1985
“Internist Paul Cheney wasn’t looking for medical intrigue when he moved to Incline

Village,” opens a profile of the physician in the local newspaper, the festively named North Lake
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Tahoe Bonanza.*® The small tourist town on the Nevada side of the Sierra Nevada mountains
was home to a couple thousand residents and year-round visitors who came to Incline Village for
hiking, boating, and skiing. Cheney had relocated there in 1983 seeking a quiet private practice,
after struggling to get a medical research career off the ground while raising a family. He came to
Incline Village from a stint as chief of internal medicine at a US Air Force base in rural Idaho,
accepting an offer to join Dan Peterson’s internal medicine practice at Lake Tahoe. The beautiful
natural scenery of the area was a welcome change from the bleak, treeless plateau Cheney
described of Mountain Home, Idaho (itself surely a shock after training at Emory and Duke back
home in the US Southeast). He took the job and started working “11-hour days five or six days a
week” in the internal medicine practice and on call at the local emergency room. The situation
was not cushy but was stable and comfortable until strange patients began arriving at the practice
in late 1984.

At first, the doctors were each seeing sporadic cases of what looked like
mononucleosis—adolescents and adults coming in with achy muscles, exhaustion, and enlarged
spleens or lymph nodes. Over his Christmas holiday, Peterson reportedly read the January 7t
issue of Annals of Internal Medicine on a plane and noticed similarities between his patients and
those Jones, Strauss, and their colleagues reported within the journal’s pages.*° He decided to
send his patients’ blood samples to a lab in California, which used the recently developed ELISA
tests for Epstein-Barr virus. Like the teams in the Annals articles, patients often had elevated

antibody levels against Epstein-Barr virus.

489 Jean Lamming, “Immersed in a Medical Mystery,” North Lake Tahoe Bonanza, 1987, Almanac 1987 edition.
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Things got even weirder when more and more cases started showing up in their practice,
among people with close contact to one another. It started to look like an outbreak. The first of
these cases came from the local girls’ basketball team. Workers at the Hyatt casino in town next
started experiencing the mononucleosis-like symptoms. Then teachers from Tahoe-Truckee High
School in nearby Truckee, California and North Tahoe High School in Tahoe City, California.
They came to Cheney and Peterson’s practice across the border, they said later, because the
doctors actually believed they were sick, unlike other doctors they had seen prior who suggested
the patients had allergies or depression.*!

The Lake Tahoe outbreak began much like the previous ones in Akureyri and Punta
Gorda. Locals begin falling ill in ways resembling a viral illness but do not seem to recover,
remaining in a perpetual twilight zone of fatigue and pain. As the patients were not concentrated
at an institution like the Los Angeles County General Hospital, Chestnut Lodge, and Royal Free
Hospital, it was incumbent on the local physicians to recognize the disease spreading among
their patients and connect the dots. If the situation resembled the 1956 outbreak in Punta Gorda,
Florida, local physicians at that outbreak had the added perspective of a recent outbreak in
Tallahassee, explicitly labeled epidemic neuromyasthenia, with which to view the events
unfolding. In Tahoe, the physicians had the recent articles describing a chronic mononucleosis-
like syndrome.

Peterson and Cheney were internists, which meant they focused on disease and its

prevention in adults, rather than the more quotidian checkups a general practitioner would spend

much of their time performing. Their luxe offices catered to the high-powered executive class

491 Barbara Barte, “At Least Six Were Affected: Truckee Teachers Recount ‘Malady,”” Tahoe World, accessed
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around Tahoe, with cardiological and exercise physiology equipment for athletes and people with
expensive life insurance policies and correspondingly stringent medical evaluation requirements.
Now, seeing more and more patients with long-lasting and strange viral symptoms, they had the
time and capabilities to run many tests and monitor the patients with a great level of detail in the
first months of 1985.

Peterson first said he tried to report the growing outbreak to the county health office,
calling its director in May of 1985. After describing the strange symptoms of the group—now
numbering 80 patients—and their similarity to the cases of chronic mononucleosis-like
syndrome described by the doctors in Annals of Internal Medicine, Peterson was met with
silence. Incline Village apparently had a preexisting reputation for alternative medical theories
and practices. As the Washoe County Health District director later told Hilary Johnson, a
journalist writing the first account of chronic fatigue syndrome, “it sounded like gobbledygook
stuff. It didn’t have a lot of credibility.”*?

The doctors turned instead to the federal government. A couple scientists at the Division
of Viral and Rickettsial diseases had their interest piqued by the possibility of an outbreak of the
new, speculative chronic mononucleosis syndrome, but their boss, Larry Schonberger thought the
situation sounded “strange, not urgent.”***> He instructed the Tahoe doctors to gather more proof
that a “public health crisis” (the example he gave was when a doctor had a case of possible
poliomyelitis) was really occurring. As the summer wore on and more and more cases piled up at
the Peterson and Cheney practice, the CDC continued to stall on sending Epidemic Intelligence

Service officers to Nevada. Finally, after patients’ blood samples from Tahoe were tested in

492 Johnson, Osler’s Web, 1996, 29.
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Atlanta and again found to have remarkably high levels of EBV antibodies, the CDC agreed to
send EIS officers Gary Holmes and Jon Kaplan, both MDs, to Incline Village. The officers were
acutely aware of the debate in the literature up to that point on—as the MMWR report would
eventually say— “whether CEBV disease actually exists.”#%*

Journalist Hilary Johnson’s doorstopper tome Osler’s Web. Inside the Labyrinth of the
Chronic Fatigue Syndrome Epidemic is an exhaustive account of the first ten years of the
controversy, beginning in 1984 with Cheney and Peterson’s first patients. Johnson’s narrative and
timeline are backed up by other contemporaneous reportage, but her conclusions often veer into
the realm of conspiracy. Johnson vehemently believes (to this day) that chronic fatigue syndrome
is a contagious, viral disease, and portrays any doctors and epidemiologists who have doubted
this as simpleminded, incapable of grasping the disease’s complexity.*> The director of the
county public health department she describes as “a stocky dark-haired man, whose medical
credentials amounted to a master’s degree in public health”; the chief of the CDC’s
Epidemiology Office whose colleagues compared him to Sherlock Holmes was “like most

agency epidemiologists...accustomed to diseases with glaringly obvious or sudden onsets and

unambiguous outcomes.”*¢ Johnson tends to portray sympathetic, credulous doctors and
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scientists as attractive and doubtful, suspicious ones as unattractive and unintelligent. Her
description of the outbreak is therefore useful for its narrative detail and as an account of the
growing controversy around the condition, from one particularly partisan observer. Johnson’s
website describes how she became ill with chronic fatigue syndrome “in Los Angeles on March
8, 1986.”47 Many ME/CFS patients can date the onset of their condition to a specific day, which
helps link it to a viral infection rather than the often more diffuse onset of a chronic condition.
Johnson’s website also describes how she was assigned to report on CFS by her editor at Rolling
Stone that same year, which she attempted to do without revealing her own illness to the doctors
in Tahoe.*8

Johnson claims the CDC sent two epidemiologists in September of 1985 “both of whom
harbored a disdain for clinical medicine.” This is somewhat dubious as Holmes and Kaplan are
both MDs.** Johnson claims the EIS officers saw their involvement as a potential “professional
liability” and not a source of “weird and wonderful” material.’?’ In the decades leading up to the
Tahoe outbreak, the EIS had “gradually gotten away from the practice of assigning officers to the
states.” EIS officers instead participated in the CDC’s various “valuable, but expensive” career

development trainings and returned interested in higher level issues than local disease response
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such as polio surveillance, influenza, or the rise of hepatitis.’°! Furthermore, Johnson claimed
that the EIS officers were trained to have a heavy dose of skepticism over whether they were
being called to a real epidemic, as clinicians were apparently “prone to confuse statistically

302 To a local newspaper,

insignificant increases in disease with statistically significant increases.
however, Holmes said that he had been interested in coming to Tahoe to see the cases because of
the possibility to see whether mononucleosis was indeed developing a new epidemiological
profile, and whether the newly available mono test was useful for doctors diagnosing the disease
and epidemiologists studying it.>*?

Once in Tahoe, in between hiking, Kaplan and Holmes saw a few of Cheney and
Peterson’s patients. Holmes described them to Johnson, the journalist, as quite healthy looking.
One or two seemed ill, including a woman who could barely speak, but most could walk and talk
and did not look particularly tired. The level of fatigue they complained of did not match the
officers’ expectations for how they should look.

Eventually, the officers from the CDC along with Cheney, Peterson, and officials from
the Washoe County District Health Department and Nevada’s acting state epidemiologist,
conducted a study to test whether antibodies to EBV could be statistically associated with the
syndrome. Reviewing the charts of over 150 patients in Cheney and Peterson’s practice

complaining of dozens of different symptoms, they identified that all had fatigue and set out to

make a case definition from there. They isolated the group of patients with the most severe

507 Etheridge, Sentinel for Health, 169. Etheridge writes that that “Langmuir acceded to [the officer’s interest in
“higher level issues™] and let the importance of state assignments dwindle” in the mid to late 1960s.

502 Hillary Johnson, Osler’s Web: Inside the Labyrinth of the Chronic Fatigue Syndrome Epidemic, 1st ed (New
York: Crown Publishers, 1996), 45,.emphasis in original.

503 Jean Lamming, “Malady Stumps the Experts,” North Lake Tahoe Bonanza, October 11, 1985,
https://paradigmchange.me/me/bonanza-101185/.

231



fatigue, with over a month duration causing them to miss two or more weeks of work. By
excluding anyone with another condition that could cause fatigue, they winnowed that list down
to just 15 patients. They (haphazardly, according to Johnson) then found 30 matched controls,
two for each patient. The controls were other patients at Cheney and Peterson’s practice who
were just going in for routine lab work or people who worked at the practice. The excluded
patients with other probable causes for their fatigue like pregnancy, pneumonia, and anemia,
were the “noncase patients” and numbered 18 Holmes extracted blood samples from all 63 and
brought them back to Atlanta with him.

Testing showed that case patients did have higher antibody titers to EBV compared to
noncase patients and controls, which corresponded to clinical differences between the three
groups. The case patients also had higher titers against cytomegalovirus and herpes simplex virus
1 and 2. The authors nonetheless raised the same questions that Straus et al, Jones et al, and their
respondents had faced in asking whether the EBV antibody levels were meaningful, even if they
were out of the ordinary. Particularly, they observed that the syndrome was made up of highly
vague symptoms that were inadequate for diagnosis without a “confirmatory laboratory test.”
High EBV antibody titers could not prove that the patient’s chronic illness was due to CEBV
because healthy individuals could have equally high levels of EBV antibodies years after
recovering from mononucleosis, and test results varied considerably across laboratories, with a
subjective visual analysis required to read a test result. “Although, as a group, case-patients
tended to have higher EBV titers than did comparison groups, there clearly was no threshold titer
in any test that could differentiate case-patients from noncase-patients or from matched control-

persons,” Holmes and his colleagues wrote.>%
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The use of EBV testing to identify the disease on the parts of Cheney and Peterson
ironically made the CDC doubt that an epidemic had taken place, even if the antibody tests were
elevated among those patients, suggesting they could all be suffering from one disease. On the
one hand, Holmes et al describe in the JAMA article how patients from neighboring villages self-
referred to their clinic because they were interested in EBV testing, creating an illusion of a
geographic epicenter when the reality was more geographically diffuse, and on the other hand the
absence of any EBV testing prior to the influx of patients with fatigue made the disease
epidemiologically invisible prior to the events of 1984. The CDC reported in the May 30™ issue
of Mortality and Morbidity Weekly Reports that they “could not prove or disprove the occurrence
of an epidemic.”%

Holmes and colleagues encouraged physicians to treat the diagnosis of chronic
mononucleosis syndrome as “provisional, not final.” Physicians should continue searching for
“more definable, and often treatable conditions... including lymphomas and other malignancies;
chronic heart, liver, kidney, lung, and endocrine diseases; anxiety and depression;
immunodeficiency states; chronic infectious diseases such as tuberculosis; autoimmune diseases;
and other chronic inflammatory conditions.”>% Unfortunately for patients, the CDC failed to
offer guidance to physicians for what to do when any of those other, better defined conditions
could not be diagnosed and the vague, suggestive EBV results were all they could find. In a

statement that would prove prescient for further controversy around the syndrome, they wrote
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that “once the syndrome is better defined, epidemiologic and therapeutic studies can be
initiated.”>0

Major newspapers like the Minneapolis Star and Tribune and the Chicago Tribune ran a
report distributed by The Associated Press (the same day as the MMWR report) repeating the
official’s doubt over whether chronic EBV disease “actually exists.”>% Gary Holmes of the CDC
provided a comment for the article, stressing that more research was needed before the disease
would become reportable, and that therefore the agency did not have a nationwide case count.
The Los Angeles Times ran their own longer feature in the medical section a week later, where
Cheney of Incline Village disputed Holmes’ and the CDC team’s conclusions. Cheney called the
CDC investigation too narrow and argued it had been “overtaken by subsequent developments,”
possibly referring to the team headed by Anthony Komaroft at Harvard Medical School who had
visited Incline Village in February of 1986 and conducted much more extensive studies than the
CDC, according to Johnson’s journalistic account.’” (Komaroff had not only “abstracted twice
as many charts as the CDC in a third of the time” but also visited a nearby town to Incline

Village, Yerington, Nevada and seen patients with the same disease but in a much poorer farming

community, calling into question the “yuppie flu” designation.)>!? Cheney also alluded to brain
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abnormalities found on MRI scans, immune system abnormalities (Johnson mentions studies of
natural killer cells; the chronic fatigue patients had abnormally low cell counts®'"), and the
ongoing transmission of EBV around Incline Village, infecting formerly healthy controls who
even had negative antibody tests before becoming sick.>!?

In her 1985 article “Managing Biomedical News” historian Dorothy Nelkin described the
pitfalls of the rapid increase in biomedical news stories over the preceding decades. Her main
critique was that science journalism presents an uncritical image of medicine, failing to
contextualize or caveat the biomedical advances journalists describe.>'® The articles coming out
of the Tahoe investigations presented no such false optimism, and discussed instead
sophisticated philosophical questions at the heart of medical practice. Steinbrook, the reporter for
the Los Angeles Times, wrote of a “general philosophical disagreement” in medicine between
physicians working with patient-generated reports of symptoms and physical examination on the
one hand, and physicians who “insist on unequivocal laboratory proof” and a clear mechanism to
explain symptoms, on the other. He continued, “doctors in the latter group point out, for instance,
that some labels used in the past to explain chronic fatigue, such as “neuromyasthenia” or

“hypoglycemia,” were widely discredited after more data was gathered.”>'

A New York Times article published a month after the report came out described the

uncertainty among researchers over whether “chronic fatigue itself is reaching epidemic
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proportions or is simply receiving an epidemic of attention.” The article quoted Holmes saying,
“A lot more is being made of this by the lay press than it probably deserves...the problem is that
almost every person in the United States has symptoms that are compatible with symptoms of the
syndrome.” It was probably “premature” for doctors and patients to “latch onto the Epstein-Barr
virus...except for perhaps a subgroup of severely ill patients.”>!3

There was a double bind—yviral testing was necessary to legitimate a vague syndrome,
yet the meaning of the viral test was itself extremely vague. This combination paved the way for
much professional uncertainty and consternation.

Conditions like chronic fatigue syndrome can be seen as the byproducts of this rise,
attached to similar etiological theories and pursued with similar biomedical techniques (and it
seems like molecular techniques, used to understand ME/CFS and long COVID in tandem, are
just catching up>'9), yet not tractable, just as most cancer viruses were not.

The scientists investigating clusters of patients thought outbreaks were the key to
unlocking the mystery. Scientists like Henderson and Shelokov in the 1950s thought they just
needed to get to the outbreak in time to collect relevant biological samples. But when the disease
became nationally known and defined through symptoms, the specificity of outbreaks, and the

idea that a syndrome was recognizable in the outbreak form and possibly distinct between

outbreaks, was lost.
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In July of 1986 20/20 issued a news special about the strange disease at Lake Tahoe and
emerging research suggesting it might have to do with Epstein Barr virus. Komaroff at Harvard
and Cheney at Incline Village were interviewed about the complexities of using EBV serology
for diagnosis and patients interviewed about their experiences and the challenges they faced,
particularly medical disbelief and sometimes losing the support of their friends and family. This
was the first discussion of the syndrome on television, and helped cement its colloquial

connection to Epstein-Barr Virus, even in the absence of expert disagreement on the virus’s role.

Defining a Syndrome, According to the CDC

At Incline Village in September of 1985, the EIS team set out to make an actionable case
definition. This goal was in line with the history of epidemiology narrated by prominent social
epidemiologist Nancy Krieger in her 1994 article “Epidemiology and the web of causation,”
which traces the concept of a “web” of many different distal and proximate causes, the many
factors underlying any one case of a disease, back to the 1960s. This was a repressive era of the
Cold War for epidemiology, Krieger argues, when practitioners turned away from broad social
proscriptions towards mathematical tinkering, what she describes as “intricately modeling
complex relationships among risk factors [rather]| than understanding their origins and
implications for public health.” In abandoning a social outlook that traced the origins of disease
to social conditions of inequality, epidemiology subconsciously embraced biomedical
individualism, putting social determinants of health behind factors of disease causation open to
biomedical intervention.

Krieger does not mention any newly prominent, ambiguous chronic diseases like chronic

fatigue syndrome in the article, and researchers working on CFS would not cite her in the
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following years, so it seems as though Krieger’s critique was not influential in the new debates
springing up around chronic fatigue syndrome. Nevertheless, those debates are symptomatic of
the issues Krieger diagnoses in the era’s epidemiology.

Krieger argues that rather than looking at social conditions that might underly the
seemingly new explosion of fatigue, epidemiologists wanted to make it a useable syndrome for
them, a line of thinking that enabled a profusion of epidemiological work modeling the
relationship of chronic fatigue syndrome and depression, asking which came first in patients,
without asking what social conditions might underly the explosion of both illnesses in the last
quarter of the twentieth century.!” Krieger does not cite studies that track the correlation
between depression and chronic fatigue syndrome or other nonspecific illnesses like
fibromyalgia, but they do serve as examples of the tendency she describes.>'® This might be
counterintuitive, as Krieger advocates for more psychosocial approaches, but I would argue that
these studies, which try to correlate psychological symptoms with unexplained illnesses, do not
examine at any underlying causality, whether social, psychological, biological, or some
combination of the above. Instead, that kind of study focused on the methodological question of
how those factors are interrelated.

One problem facing the CDC in trying to create a working case definition for the
syndrome so that it could be studied epidemiologically was the syndrome’s possible history. It

could be regarded as a completely new disease entity, but clinicians and public health researchers
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could not help but notice similarities between the mystery condition and fibromyalgia, an
unexplained pain and fatigue condition seen by rheumatologists for decades, and epidemic
neuromyasthenia, strange outbreaks of which still existed in the memory of some public health
investigators. Epidemiologists working on chronic fatigue syndrome pointed out that lumping in
chronic fatigue syndrome with epidemic neuromyasthenia in narrations of CFS history was
problematic considering the absence of “an accepted epidemiological or clinical case definition”
for the disease seen in past outbreaks.>!° This observation was published ten years after the Tahoe
outbreak came to public health attention, at a conference dedicated to chronic fatigue syndrome
in 1994, when a certain amount of hindsight could be afforded.

In the moment, scientists like Shelokov could have been able to make a connection
between the clinical picture of the two conditions, but the Tahoe physicians, HIV specialists like
Hilary Koprowski and Robert Gallo, and the CDC epidemiologists were not aware of the prior
outbreaks, only of the EBV hypothesis. Summarizing the history of similar syndromes with
diverse etiological theories, Stephen Straus wrote in 1991, “when there are case clusters, or
outbreaks of illness, the diagnosis is Icelandic disease or epidemic neuromyasthenia. Because
neurologic symptoms have dominated certain of the case clusters (and even in some sporadic
ones), the syndrome has also been called myalgic encephalomyelitis.” 320

In the end, the CDC created a case definition that foregrounded fatigue and other
subjective complaints, while still requiring a patient have certain physical signs, specifically mild

fever, sore throat, and palpable or tender lymph nodes. The definition had “major criteria” the
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patient had to fulfill entirely: “new onset of persistent or relapsing, debilitating fatigue or easy
fatiguability” that does not improve with rest and impairs daily activity below 50% of previous
levels for at least six months and be free of any known conditions that could cause that fatigue.>?!
The patient also had to have six or more of the eleven “minor criteria,” which ranged from fever
to headaches and neuropsychiatric complaints. The physical criteria had to be “documented by a
physician on at least two occasions, at least 1 month apart.”32?

Shelokov was consulted in the making of the case definition, and a marked-up letter from
Gary Holmes is available in his papers at the National Library of Medicine. He seems to have
succeeded in getting “fatiguability” into the definition, which to him was the hallmark of the
syndrome, the crash rapidly brought on by exercise, not fatigue per se. He also took issue with
the requirement for a duration of symptoms at least six months. He reported that his patients
from the 1953 outbreak mostly recovered in a few weeks or months. They had relapses, to be
sure, but not a consistent course of illness that long in duration.>>

By the time they published on the Tahoe mystery outbreak, physicians in Tahoe noted
they could not even be sure the disease they saw was even chronic fatigue syndrome, “because
the case definition for that illness developed in 1988 includes some symptoms (for example, a

greater than 50% reduction in function) that we did not explicitly ask the patients about, using

the same language.”?* This seems ironic, considering these patients were the occasion for the
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CDC to make the chronic fatigue definition, but points to the complexities of medical
information needed to create epidemiological knowledge, and the flattening of clinical

idiosyncrasy or ambiguity also required.

Growing Patient Organizing

While the doctors and epidemiologists were settling what could and could not be known
about chronic fatigue, awareness of the condition spread throughout the country. Patient
organizations were a new aspect of the history with chronic fatigue syndrome. There had been
some patient activism with prior disease outbreak, but in a more local context. After the Los
Angeles outbreak nurses enacted some forms of patient activism, fighting for workers’
compensation and better workplace protections during epidemics using public demonstrations
and the legal system. However, this was under the rubric of their local nurses’ union chapter,
identifying and organizing them as medical workers who had become sick in the line of duty, not
as patients first and foremost. Patients in Iceland reportedly avoided discussing the epidemic and
disclosing their past illness due to the stigma of the vague disease.?* Patient support groups for
myalgic encephalomyelitis and epidemic neuromyasthenia emerged in the decade prior to the
Lake Tahoe outbreak, but the national news coverage and enormous popularity of the Epstein-
Barr virus hypothesis quickly increased their membership numbers.>2°

The first patient group in the US, The Massachusetts CEBV society, formed in 1983

before the syndrome even had a name and was called post viral syndrome, Iceland disease, and
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even neurasthenia, according to one leader. The group took off after 1985 when the Annals
articles came out suggesting an explanation for their conditions.>?’ They sprouted 35 offshoot
groups around New England after 1985. By the late 1980s, one of the largest patient groups was
the National CEBV Syndrome Association in Portland, Oregon, which claimed to have 12,000
members and receive 1,000 letters a day.

Support groups created a subculture around chronic EBV disease, and then chronic
fatigue syndrome. Past sufferers of epidemic neuromyasthenia had a name alone—sometimes not
even that, if investigators left town without dispensing a diagnosis. Now someone getting
diagnosed could not only feel relieved to have an answer with potential avenues of treatment but
could also find other people—patients, doctors, support groups—talking about the condition in
newspapers across the country. The social life of epidemic neuromyasthenia had been situated in
existing social groups, like District 5 of the California State Nurses Union, or atomized between
people who did not recognize their shared condition for lack of a name, as in the case of the
group of women in Punta Gorda, Florida after the CDC left without telling them any diagnosis.
By the 1980s, changes in US medicine and culture meant that patients of specific diseases could
recognize themselves as a constituency and mobilize their numbers to fight for their health.

Before the EBV theory fell out of favor, the news media had touted it, sometimes as
confirmed scientific fact and sometimes as an ongoing debate. In one early (1987) New York
Times article, the etiology of CFS was represented as a fact: “doctors had told them that their
physical symptoms were caused by emotional illness, and psychological treatment would make

them go away. The victims believe otherwise. The syndrome is caused by the Epstein-Barr
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virus...” One woman described in the article how an antibody test for EBV had “proved that her
symptoms were compatible with the diagnosis of chronic Epstein-Barr virus.”>?®

She eventually connected with a National Chronic Epstein-Barr Virus Support Group
which supplied “information compiled from medical journals and lecture notes on the subject,”
forming her own local chapter in Westchester, New York, which drew 75 people on just the first
meeting. Another woman featured in the article said, “It feels so good to be able to talk about the
disabling effects of the syndrome with someone who understands...There’s not a lot we can do
in the way of treatment suggestions for those who call, but we’d like to let them know that we
understand that they are not frauds.”

The article reported that test companies were encouraging doctors to use EBV tests to
reassure patients, one company apparently writing “one can expect enormous benefits to patients
who can finally be told of a possible organic basis for their illnesses which for so many patients
would otherwise be interpreted as ‘neurotic’ with resultant feelings of self-doubt.”>?* The next
year, physician and social observer of health practices in America, Arthur Barsky commented on
this “commercialization of health,” wherein “advertisers, manufacturers, advocacy groups, and
proprietary health care corporations promote the myth that good health can be purchased.”>3°

As patient groups were forming under the banner of “chronic Epstein-Barr virus disease”

in the wake of the Lake Tahoe outbreak and its publicity, scientists remained uncertain as to the
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cause of the syndrome. A New York Times article interviewed experts including Paul Cheney,
Anthony Komaroff, and Stephen Straus (who was the lead author on the 1985 Annals article
investigating chronic EBV disease), who told reporters the cause probably varied between
patients diagnosed with CEBYV, and “might be another virus or multiple viruses, other infectious
agents, defects in the body’s response to an infection, toxic agents, stress or other
psychobiological causes, or perhaps a combination of physical and psychological factors
interacting with one another.”>*! In early studies like the 1985 Annals article coming out of the
NIH or the 1987 Holmes article coming out of the Tahoe outbreak, patients often had elevated
antibodies to cytomegalovirus and herpes simplex viruses, a fact that was mentioned in the
articles’ speculative discussion sections.>3?

In the 1980s prominent virologists like Roberg Gallo and Hilary Koprowski were
investigating other potential viral causes of the syndrome, generating a lot of publicity and
knocking EBV off center stage, unsettling the popular narratives that sprung up around that one
specific virus and reframing chronic fatigue syndrome into a multicausal disease. It appeared that
CFS was too complex, either inherently or in the way public health authorities defined it, to be
identified by any one viral trigger. When Gallo’s lab discovered a new virus, Human B-
lymphotropic virus (HBLYV, later named human herpes virus 6 or HHV-6) in six cancer patients,
two of whom also had HIV, they also began testing whether the virus was present in samples

from the Lake Tahoe outbreak.>*? The immediate connection to the Tahoe malady (not yet named
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chronic fatigue syndrome at the time) showed the landscape of possibility these virologists
operated in, hoping to uncover new epidemiological connections to new viruses at any moment.
This mirrored Richard Taylor of the Rockefeller Foundation’s International Health Division’s
professional landscape, back in the 1940s, as new kinds of viruses like Coxsackie and ECHO
were discovered and connected to similar human diseases.

The news coming out of Gallo’s lab also received journalistic coverage in the same
Science issue as their initial HBLV findings, a story entitled “Mystery Disease at Lake Tahoe
Challenges Virologists and Clinicians.”>3* “It reads like a detective story,” the article opened,
describing the Tahoe outbreak and how scientists first investigated the EBV hypothesis, then
threw it out on serological, clinical, and epidemiological grounds.>* The “challenge” for the
experts seeking to explain the condition came from a number of factors, the number of other
viruses some patients’ blood showed evidence of, the fact that the syndrome was clinically not
well-defined, the commonness of the symptoms, and the fact that the CDC team could not
establish a “threshold antibody titer” for EBV.>3¢ The scientists’ faith that a threshold could be
established between what constituted “normal” and “pathological” antibody levels instantiated
the thinking of French philosopher of science Georges Canguilhem. Canguilhem would approve
of their understanding that the difference between the normal and the pathological was one of

quantified degree, not of kind.>3’

534 Deborah M. Barnes, “Mystery Disease at Lake Tahoe Challenges Virologists and Clinicians,” Science 234, no.
4776 (1986): 541-42.

535 Barnes, 541.
538 Barnes, 541.

537 Georges Canguilhem, The Normal and the Pathological (New York : Cambridge, Mass.: Zone Books ;
Distributed by MIT Press, 1991).

245



As a scientific consensus solidified that elevated EBV antibodies were not pathognomic
for CFS, HBLV and later XMRV became more central in discussions of the viral etiology of the
syndrome.>3® Clinicians researching the Lake Tahoe outbreak appeared sanguine about the
possibly multicausal nature of the syndrome, arguing that they were inclined to view the many
labels applied to these symptoms over time as describing “one illness that can be triggered by
various factors and that manifests different clinical features in different patients (perhaps because
of host factors) but causes chronic fatigue and certain common pathophysiologic features in all
patients.”%

Patient groups, once formed, used several tactics and strategies to support each other and
advocate for themselves in medicine and society. These included arguments about the prevalence
of the condition, disseminating information about alternative medical systems and treatments,
and comparing their situation with that of the concurrently unfolding AIDS epidemic.

Like the way sociologist Vololona Rabehariosoa and colleagues characterize patient

activism for rare diseases as a “politics of numbers,” wherein patient organizations “by equating

rareness with a series of figures (number of individual patients, prevalence threshold)” enable a
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political claim for equity, chronic fatigue patient organizations used numbers to make political
claims too, but in a more straightforward way. They write: “By counting and gathering patients,
rare diseases alliances moved towards the mainstreaming of rare conditions, as summed up in
their slogan: ‘Rare diseases are rare, but rare diseases patients are many.””>*? CFS patient groups,
on the other hand, made the claim that tens of thousands could already have CFS and millions
more could become ill if the government did not intervene. Doctors extrapolated from their
patient numbers, while patient groups cited their growing numbers to make claims about the
syndrome’s national prevalence.>*!' One doctor who had been involved early on with
investigating patients in the Tahoe Outbreak, Jim Jones of the National Jewish Center for
Immunology and Respiratory Medicine in Denver, told journalists he had seen nearly 2,000
patients. In the 2000 documentary / Remember ME, noted CFS specialist Nancy Klimas said, "I
follow more than 450 patients, I've evaluated more than 1,000, I have 200 on my waiting list
right now," while William Reeves, a virologist at the CDC, described how CFS was more

prevalent in women than breast or cervical cancer.>#?
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CFS groups also used the language of “orphan diseases” in their strategies for
recognition. A 1986 newsletter from the American Myalgic Encephalomyelitis Society mentions
that Newsweek was interested in ME “as an example of an ‘orphan disease.””>* Though the
designation of “orphan disease” meant few people were diagnosed, leading to medical neglect,
the newsletter’s author, AMES president Michael Jones, wrote, “we believe the incidence of ME
will be found to be equal or greater than that of MS [multiple sclerosis] once more doctors are
able to diagnose it. We hope that once this is realized we will be adopted and resources allocated
for education, research, and treatment.”

The strategies of CFS patient groups were also described by anthropologist Joe Dumit in
the article “Illnesses you have to fight to get,” which chronicles chat rooms where patients
strategize about getting disability benefits for a disease which at that time did not have insurance
billing codes. For conditions like chronic fatigue syndrome, “there is often not enough research
and at the same time too many facts,” so one tactic patients use is “trying to control the questions
and venues” of fights for medical recognition.>** Dumit discusses the issue of questions and
venues in the contexts of accessing disability benefits and also negotiations with doctors, using
specific discursive strategies to enable doctors to give them the care or treatment they seek.
These included an awareness that the more symptoms they mentioned in an initial medical
appointment, the more likely a doctor would be to assume the problem was psychological,
strategies for presenting one’s personal appearance in disability hearings so as to not look either

too put together or too disheveled so that a judge would not think they were either healthy or
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depressed, respectively. Dumit is describing a moment in the late 1990s and early 2000s when
the use of online chatrooms enabled easy communication for this group of people who otherwise
had a hard time maintaining social ties, “allowing fluent ‘normal’ communication to take
place.”>#

In archival collections like Alexis Shelokov’s one can see some of these strategies
deployed even earlier in the history of CFS/myalgic encephalomyelitis. Shelokov’s papers
include extensive material from the American Myalgic Encephalomyelitis Society, of which he
was a scientific advisor. One letter, mailed to doctors who had an interest in ME or “post viral
syndromes,” admitted “that it may seem presumptuous” that “we, as laymen, are involving
ourselves in an area where we have so little expertise. Unfortunately, there is not sufficient
funding for gathering data or research we would like to see done by professionals.”34¢ Shelokov
himself also wrote letters to judges in disability benefit cases.

AMES also served as a community for sufferers in the way Dumit’s chat rooms later did.
AMES’s first president, Charmion Semple, wrote that “having contact with other ME sufferers
through the societies, has helped me considerably. I have learned more about the disease, what is
being done about it in a number of major centers, and I have picked up many useful tips on how

to live more comfortably with M.E.”>* On top of these practical benefits, the friendship of other

members seemed equally important to Semple.
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Support groups also faced the problem of what anthropologist Emily Lim Rogers has
called “recursive debility.”>*® Rogers describes the bind patient activists face in needing energy
to fight for attention and care for their condition, a fight which ironically saps them of the energy
needed to begin to ameliorate their suffering. The disabling fatigue of chronic fatigue syndrome
prevents sufferers from pursuing the expected health activism approach of “bodies in the
streets.”>*

This has held true in the earlier history of patient organizing for CFS as well. AMES was
forced to formally dissolve in 1987 after only five years in operation when its president Michael
Jones became too sick to work and the lack of any well enough successor. In a newsletter from
1986 he had noted that newsletters put out by various branches of ME societies “requires a lot of
effort from usually unwell editors.” In a newsletter from 1985, then-president Charmion Semple
wrote that the society was expecting a huge influx of interest now that there was increased
publicity for ME “or CEBV”—indicating the two Annals of Internal Medicine pieces and the
news coverage of Lake Tahoe—and the society needed healthy members to join, as those sick
with CFS were unable to “rise to the present challenge” without them.>° She apologized for the
lateness of the present newsletter, as she had “a severe relapse, and [was] only now able to sit up
and write.”

Another challenge amongst the patient advocate community was balancing support for

biomedical research and treatment and more holistic and even spiritual treatments for CEBV and

chronic fatigue syndrome. In the new landscape of Chronic Epstein-Barr Virus disease, earlier
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observers like Shelokov and Henderson had to decide how they thought EBV might map on to
epidemic neuromyasthenia, and how chronic fatigue could map on to either. Whatever their
opinions, these seemingly did not influence the public debate, where new personalities selling
salvation from the debilitating illness could gain traction and a following easily.

Books like Chronic Fatigue Syndrome: The Hidden Epidemic introduced the American
public to chronic Epstein-Barr virus disease, explicitly stating that chronic infection with
Epstein-Barr virus was the cause of the syndrome, which belied the uncertainty behind the EBV
theory of causation. Published in 1988 and written by childhood friends who became doctor and
patient when one came down with chronic fatigue syndrome, the book was aimed at helping
other sufferers. It included the patient experience of Charles Pellegrino, PhD, treatment
recommendations from Jesse Stoff, M.D. (heavy on homeopathy), and even the role of the will in
recovering from illness.>>! Its subtitle also signifies the role epidemiology as a discourse, if not a
science, served in the 1980s and 90s discussions of chronic fatigue syndrome.

Pellegrino explains that Stoft’s medical training benefitted from an introduction to herbs
and supplements at New York Medical College and a fellowship at the Royal London
Homeopathic Hospital where he saw patients with lingering fatigue and chronic pain after
infection with Coxsackie virus who he treated with homeopathic remedies—“medicines derived

primarily from herbs and minerals and administered in very small, nontoxic doses—and often

%51 Medical humanities scholar Ed Cohen has described contemporary medicine’s (including examples from his own
experience with severe Crohn’s disease in the 1980s) inability to account for healing, instead focusing on “cure” and
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witnessed miraculous improvements in the patient’s conditions.”>>? Homeopathic doses often
entail diluting the original herb or mineral so many times that no original molecules remain.
There is a spiritual principle underlying homeopathy which also permeates the authors’
perspective, despite their stance on a specific virus underlying chronic fatigue syndrome. “Even
supposing traditional medicine could conjure up some magical drug to seek and destroy the
virus, it still would not eliminate the source of the infection. The infection was the result of a
weakness or defect in my [Charles’s] body.”>> Their approach to Pellegrino’s EBV would entail
strengthening his body, his will to heal, and his emotional and cognitive capacities which had
been diminished by his immune system’s fight with EBV. The book recommends gi gong
exercises within the fatigued person’s capacity, humor to treat depression brought on by CFS,
and organic recipes with anti-inflammatory or iron-rich foods.

These recommendations were controversial, both among patient groups and the scientists
who had been investigating the syndrome for years. The president of the Massachusetts Chronic
Fatigue Immune Disfunction Syndrome Association told the Worcester Telegram and Gazette
that she thought of Jesse Stoff as “a charlatan who takes advantage of people who are
desperate.”>* An infectious disease doctor at the University of Massachusetts Medical Center
who had coauthored papers with Harvard’s Anthony Komaroff told the paper the book was
“atrocious” because Stoff never published in a peer-reviewed medical journal (though he

admitted he had not read the book himself).
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Support groups were also not universally aligned with each other and with doctors
interested in the puzzling condition. The American Myalgic Encephalomyelitis Society was at
war with another patient group, Southern California Support Groups on CEBYV, centered around
allergy. AMES accused its director of referring patients to an “allergy quack,” Allan D. Allan.
Doctors like Allan used allergen testing to supposedly common allergens in foods and the
environment, but Shelokov and his colleagues were concerned that patients were being preyed
upon and made sicker by high doses used in the allergen testing. Gidget Faubion, the leader of
the CEBV Support Group out of Portland, Oregon, claimed that David Haven, the Southern
California group’s leader, threatened her life and that of several other people, and that “Allan D.
Allan [was] making a fortune off of these referrals by Haven.”>>

Another notable feature of the patient discourse around chronic fatigue syndrome was its
relationship to HIV/AIDS, another epidemiological phenomenon developing at nearly the same
time as CFS. This took the form of comparisons, and describing CFS as the hidden epidemic to
AIDS’ more visible profile. CFS was the underbelly of vast changes to American’s immune
systems created by the technoscientific developments of the twentieth century.

In “A Syndrome in Search of a Virus,” anthropologist Emily Lim Rogers describes how
AIDS and CFS emerged at the same time and as epiphenomena of each other. Actors including
researchers, clinicians, lay experts, and patient activists noted that AIDS and CFS shared a
sociocultural context and sought to determine whether they were related to one another. “AIDS
and CFS activists alike fought for recognition and diagnosed the political problem through the
same idiom of governmental neglect.” When HIV was settled as the viral cause of AIDS, the

connection between the two syndromes became more rhetorical than literal. CFS was described
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as “heterosexual AIDS” and sought to follow the example of AIDS in pinpointing a specific
cause, with a one-to-one relationship between virus and syndrome.

In AMES newsletter #3 from June 1985, AIDS got its own small subsection, which said
(in full) “The current epidemic of Acquired Immune Deficiency Disease is stimulating research
into the effects of viruses on the immune system. M.E. should be considered as a differential
diagnosis to early AIDS because there are similar virus effects (for example apart from clinical
symptoms the OKT4 count is increased in both illnesses). The difference in prognosis is
monumental. Nobody dies from M.E.”

Some people continued to assert a literal connection with AIDS long after viral
hypotheses came into doubt for CFS. Reporter Neenyah Ostrom, who worked at the New York
Native, a gay newspaper that achieved notoriety for espousing an HIV denialist position, asserted
in 1993 that AIDS and CFS were intimately connected. In a piece entitled “The Newspaper is
Gay, but Lois Lane is Straight,” she wrote that the Native had been covering CFS because it was
“clearly a part of the AIDS epidemic.” The two syndromes shared many clinical features, she
argued, from opportunistic infections to low natural killer cell counts. Yet, the press did not
connect the two syndromes, out of homophobia. She wrote, “The social stigma associated with
AIDS is so overpowering that not only the press but also the medical establishment refuses to
consider that AIDS may not be limited to the "risk groups," to the "risk behaviors.”>¢
In I Remember ME, Kim Snyder’s documentary about her own struggle with CFS and the

history of the condition, she discusses the social stigma and challenges for medical research with

a gay news anchor. He describes the parallels he saw between the early days of AIDS when

556 Neenyah Ostrom, “The Newspaper Is Gay, but Lois Lane Is Straight,” Editor & Publisher 126, no. 2 (January 9,
1993): 40.
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uncertainty about the cause of the condition caused widespread stigma and medical neglect was
rampant, and the present moment where CFS was stigmatized and understudied.>’

Rogers identifies three rhetorical models used to describe CFS, the virus to syndrome
model, the sociogenic model, and the heterosexual AIDS model. I have traced the first in
discussing the fate of “Chronic Epstein-Barr Virus Syndrome,” and would add to Rogers’s astute
characterization of the sociogenic model that the discourse of a “hidden epidemic” was deployed
to combat medical and media claims that the epidemic was an epidemic of diagnosis, essentially
a fad spread by patient groups and the media.

The subtitle of the book Chronic Fatigue Syndrome, by Charles Pellegrino and Jesse
Stoff, “Hidden Epidemic” was used to convey that “the ultimate scope of the problem is still
unknown.”>® It would have seemed by 1988, however, that what was hidden was rapidly coming
out into the open, as diagnoses of CEBV skyrocketed. The authors noted that “It’s beginning to
look as if we are in the midst of a spreading plague; but perhaps it only looks that way. Possibly,

large numbers of cases are now being identified primarily because the condition was never

recognized before.”

Conclusion

The controversy around chronic fatigue syndrome reveals how the framing of a disease at
different scales, from local to national, made it lose coherence and therefore legitimacy. The
narrative in this chapter necessarily becomes more fragmented as the scope of events expands

beyond local outbreaks and the individuals who experienced them. The fact that teams of doctors
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began seeing and attempting to explain patients with chronic, disabling symptoms following
infectious mononucleosis episodes might suggest that this kind of patient had existed outside of
epidemic contexts for years and it took researchers taking notice and systematically looking for
such patients, collecting those who had been referred to the NIH Clinical Center or the
University of Arizona College of Medicine and attempting to classify them based on antibody
tests to EBV.

The recent development at that point of specific ELISA antibody tests for the Epstein-
Barr virus is also suggestive—new medical tools can create new ways of seeing and
categorizing.>*® Yet those tools, just like in past outbreaks of epidemic neuromyasthenia, were
not able to reveal useful information about the chronic condition patients were experiencing. In
Los Angeles in 1934, antibody tests were similarly imprecise, while the new ELISA test could
not differentiate a past illness from a present one.

When the new work on EBV and chronic disease spread throughout the country, it kicked
off an outbreak investigation in Incline Village, Nevada. This investigation differed from
previous investigations of epidemic neuromyasthenia in that the public health investigators sent
to the outbreak quickly became more skeptical that they were seeing an infectious disease
outbreak. News media like ABC’s 20/20 program caught on to the outbreak and raised the profile
of the condition, now linked in the popular—if not medical—imagination to Epstein Barr virus.

Once the idea of chronic Epstein-Barr virus disease spread across the country, patients

were connecting in greater numbers than ever before in support groups, meeting in person and

%% Howell, Technology in the Hospital; Keith Wailoo, Drawing Blood: Technology and Disease Identity in
Twentieth-Century America, Henry E. Sigerist Series in the History of Medicine (Baltimore: Johns Hopkins
University Press, 1997); Volker Hess and J. Andrew Mendelsohn, “Case and Series: Medical Knowledge and Paper
Technology, 1600-1900,” History of Science 48, no. 3—4 (September 1, 2010): 287-314,
https://doi.org/10.1177/007327531004800302.
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connecting via newsletters in the mail in the era before internet forums. They used similar
strategies to other disease activism but were stymied by the challenges of managing their
chronic, disabling fatigue that often kept them at home or in bed.

Nick King’s work on “emerging infectious diseases” is useful for understanding this
1980s transformation, as activism around CFS sought to use the same “scale politics” that King
identifies as important for the public health, medical journalism, and governmental agendas at
this time. Within emerging infectious disease discourses, the “global village” or interconnection
of local outbreaks outside the US and potential disease threats to US rhetorically collapsed scales
of time and place. He writes, “The emerging diseases concept allowed otherwise "local" stories
to take on a "global" significance, persuading an American public notoriously uninterested in
disease outside its own borders to pay attention to infectious disease.”>®° Chronic fatigue activists
faced disinterest not from nationalistic myopia but from medical and public health authority
dismissive of their condition, which stigmatized it. The scalar argument of CFS activism relied
on the threat of an invisible epidemic waiting to affect/infect unsuspecting Americans who
thought they were immune to a neurotic malady. The argument it was an infectious disease could
signify a more universal, human vulnerability.

Akin to the way King characterizes “emerging infectious disease” as a commodity whose
value depends on its position within exchange relations, epidemic neuromyasthenia and chronic
fatigue syndrome can be seen as distinct commodities, regardless of whether they represent the

same disease process in different contexts.>®! Epidemic neuromyasthenia could be produced,

%60 Nicholas B. King, “The Scale Politics of Emerging Diseases,” Osiris 19 (2004): 74.
%1 Nicholas Benjamin King, “Infectious Disease in a World of Goods” (Ph.D., United States -- Massachusetts,

Harvard University, 2001), 4145,
https://www.proquest.com/docview/304696946/abstract/7FASESA7TBDD844E2PQ/1.
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consumed, and exchanged through its local, small-scale outbreaks and the medical and public
health response to them. Chronic Epstein-Barr virus disease and then chronic fatigue syndrome
(and, next, up to the present day, ME/CFS) were commodities whose use value to medicine and
public health was low, and whose exchange value within those contexts was even lower.
Attention to these conditions became a professional liability, while patients continued to trade the
commodity among themselves and a few dedicated physicians.

It remains to be seen how long COVID will change the status of ME/CFS. King does not
use the idea of a commodity to imply the unreality of emerging infectious disease, and nor do I
use it to imply the unreality of epidemic neuromyasthenia/chronic fatigue syndrome. Rather, this
concept helps illustrate the way these diseases are situated in social relations, become meaningful
in different contexts, and organize people around shared commitments to various theories of their
cause.

In the conclusion, I again take up long COVID as a watershed moment for both medical

theory of chronic post viral conditions and the historiography of such conditions.
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Conclusion

This history of a series of strange outbreaks, called atypical poliomyelitis then Iceland
disease, next epidemic neuromyasthenia and benign myalgic encephalomyelitis, then epidemic
hysteria, later chronic fatigue syndrome, finally ME/CFS, shows the interpenetrating influence of
epidemiology, medicine, and patient action on disease definition in the twentieth century United
States. Outbreaks of conditions which appeared like familiar and feared viral diseases yet could
not be neatly sorted into extant diagnostic categories challenged the practitioners of medicine
and public health. Over the period I trace, from the 1930s through the 1990s (an on to the present
with questions of long COVID’s relationship to this condition), practitioners increasingly relied
on laboratory tests and biomarkers to diagnose and explain disease.

When evidence from biology and chemistry was lacking, doctors and scientists faced a
choice between believing they were seeing an infection by an as-yet-undiscovered virus, or
attributing patients’ symptoms to hysteria. By this time, hysteria occupied a liminal position in
medicine, no longer a discrete disease of the nineteenth century and not yet a merely dismissive
epithet harkening back to a dark past of medical misogyny. When outbreaks of epidemic
neuromyasthenia were taking place, doctors treated “conversion disorder” and “somatoform
disorders” but colloquially referred to hysteria and hysterics. The idea of the mind creating
physical symptoms in response to psychic conflicts remained influential throughout this period
and even into the present day, appearing in debates about long COVID. What often kept doctors
from formally diagnosing patients as hysterical, though hysterical outbreaks of often similar
symptoms took place around the world since the nineteenth century, was the epidemic context.
Seeing so many patients together suffering from the same fluctuating and confusing symptoms

convinced some medical observers they were seeing a viral or immune process.
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For patients, the idea they were suffering from hysteria was far less popular. Patients
organized with their nurses’ union in the first outbreak, in Los Angeles, to receive treatment and
coverage for the costs of their care on the grounds that they had experienced a polio infection on
the job. Later, when outbreaks entailed epidemiologists visiting a community, attempting to
explain their outbreak, and leaving to publish their results without sharing the results with the
community, patients did not take the kind of collective action the LA nurses did, and narratives
about the epidemic lacked a patient perspective. Outbreaks often took place amongst hospital
personnel, making patients simultaneously authoritative medical voices and possibly illegitimate
patients. Those physician and nurse patients participated in medical debates about their
condition, dismissing theories of hysteria and explaining why they knew they had an organic
illness. This largely self-contained debate changed in the 1980s when chronic Epstein-Barr virus
disease and then chronic fatigue syndrome emerged as new labels, spreading far beyond local
outbreak contexts and giving patients access to each other across the country and world. These
patients created and joined support groups and followed the example of AIDS activists in
demanding research and treatments for their condition.

Epidemiology transformed over this period from a developing science eager to prove its
utility for public health, to a major Cold War weapon in the arsenal of national defense, to a
sophisticated, if politically weak science of modeling, using mathematics to understand the
connections between conditions and symptoms without questioning the forces which create
sickness in the first place. Epidemiological knowledge has at times validated these conditions

and at times served as a debunking force, casting them as psychiatric.
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I’ll conclude by returning to where I started, with long COVID’s impact on this project. A
few months after the US went into lockdown, growing numbers of patients continued to
experience symptoms long after their initial coronavirus infections. Patients connected through
online forums, (partly enabled by the enormous shift of social life onto the internet,) and came up
with the name “long-haul COVID,” then shortened to “long COVID,” to describe the fatigue,
brain fog, racing heart rate, immune dysfunction, and many other symptoms they were
experiencing.’®? These symptoms started to resemble those of chronic fatigue syndrome (whose
official name is myalgic encephalomyelitis/chronic fatigue syndrome, or ME/CFS). Studies have
shown significant overlap between the two conditions, with a subset of long COVID patients
fitting the diagnostic criteria for ME/CFS. %63

The history of long COVID, or chronic symptoms following infection with the SARS-
CoV-2 virus, dates almost as far back as the pandemic’s arrival in Europe and the United States.
Because China quickly instituted strict lockdowns in response to the first outbreak in December
2019 in Wuhan, the country did not see the massive levels of infection that Europe, the US, and
India saw in the first year of the pandemic.%* The first case of COVID-19 in the US was reported
on January 20, 2020; by March 26 the US had over 80,000 cases; by April 28 the US has over

one million.’% The WHO, based in part on data coming out of Wuhan, reported that 80% of
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infections were “mild to moderate” and most mild infections took two weeks from onset to
clinical recovery.>®® That spring, as countless people became sick with COVID, they found their
officially mild infections to be nonetheless disturbing and intense, with symptoms of much
longer duration than two weeks.>®” Medical geographer Felicity Callard, writing for the medical
anthropology blog Somatosphere, described her debilitating illness course at seven weeks after a
probable, but unconfirmed COVID-19 infection. Writing in early May of 2020, Callard cited a
study speculating on the possibility for COVID-19 to produce long-term neuropsychiatric

368 and described the unknown but feared nature of long-term consequences of the novel

sequelae
infection. By June of 2020, journalists were reporting just that. Ed Yong, who later won a
Pulitzer Prize for his reporting on the pandemic, published an article in the Atlantic on June 4,
2020, titled “COVID-19 Can Last for Several Months.” Yong described the experiences of “long
haulers,” patients still debilitated by myriad symptoms months after their initial COVID-19
infections.>®

Many long haulers were white collar workers experiencing much of their social life
online, including connecting with other patients through social media groups on Twitter and

Slack like “Survivor Corps,” “Body Politic,” and eventually the “Patient Led Research

Collaborative.” Soon the name “long COVID,” a contraction of “long-term COVID illness,”

566 “Report of the WHO-China Joint Mission on Coronavirus Disease 2019 (COVID-19),” accessed March 24, 2025,
https://www.who.int/publications/i/item/report-of-the-who-china-joint-mission-on-coronavirus-disease-2019-
(COVID-19).

567 Felicity Callard, “Very, Very Mild: COVID-19 Symptoms and Illness Classification,” May 8, 2020,
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became the predominant term for the phenomenon.>’® Anthony Fauci, the director of the National
Institute of Allergy and Infectious Disease and arguably in the top three most prominent figures
of public health at the time, acknowledged in July of 2020 that “a considerable number” of
people appeared to have a “post-viral syndrome.”>’!

Journalists and doctors started to ask whether the symptoms of long COVID could be
better explained through the social disruptions of lockdown than a dysfunction in a patient’s
cells. The pandemic threatened our lives and sometimes put careers and social life on hold, and
some observers asked whether this outsized burden of stress could account for the long course of
the illness. Some medical observers cautioned that at the very least claims that such diverse and
varying symptoms were caused by one coherent entity linked to infection with the novel
coronavirus was “getting ahead of the evidence.”>’?> Some observers expressed more outright
skepticism, calling long COVID a functional neurological illness, the modern day equivalent of
hysteria, in which the brain creates physical symptoms in the body without any underlying

physical cause.’”? In this theory, patients recovering from COVID-19 felt typical fatigue after a

viral infection but monitored the symptom with “hypervigilance” and exacerbated their sickness-
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induced deconditioning (loss of physical fitness). Such an argument has been made repeatedly
about ME/CFS.57

The fact that conditions like long COVID and ME/CFS affect more women than men has
almost overdetermined this patronizing line of reasoning. Western medicine has a long history of
pathologizing women’s bodies outright as well as attributing women’s symptoms to psychology,
nerves, or external social forces.’” The social position of this kind of patient has been a
contentious topic throughout this history. While each of these outbreaks disproportionately
impacted white women, and chronic fatigue syndrome would later be characterized as a disease
affecting upper-middle class white housewives, in the present day we know this image is mostly
a product of biases in diagnosis and inequitable access to healthcare, and that while ME/CFS
affects more women than men, it appears to affect them equally across race and class.”’ It is

harder to say whether this holds true for the past, but scholar Emily Lim Rogers argues that

]
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anxieties over middle class or bourgeois white mothers entering the workforce shaped this
attention to these privileged patients.>’” Before “chronic fatigue” was a syndrome, it was a
problem within industrial hygiene which exposed the problematic consequences of capitalism for
all the working classes.

However, there is a countervailing perspective that these conditions are biologically
based, with theories ranging from toxic exposure, viral persistence and reactivation, and genetic
susceptibility to explain some or all these contested illnesses. In the COVID pandemic, this
perspective about specifically the lingering impact of a virus seems to have beat out
psychosomatic skepticism in the press and even in medicine. Science journalist Ed Yong won a
Pulitzer Prize for his work on the pandemic, including long COVID patient activism and the
“medical gaslighting” many faced when seeking treatment.’® At present, the US has over 400
long COVID clinics, and over one billion dollars of federal funding has now been allocated for
long COVID research within the NIH’s RECOVER project.

There 1s a growing body of knowledge on the biological characteristics of long COVID
and ME/CFS. It is probable that multiple mechanisms are responsible for long COVID’s
symptoms and may vary by individual characteristics like age and sex, variant of SARS-CoV-2,
vaccine status, and more. Some studies have demonstrated viral persistence in sites beyond the

lungs, while others show reactivation of latent viruses like EBV and varicella zoster in the
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immune systems of long COVID patients.”® These insights are also provoking new, higher
profile discussions of ME/CFS than ever before. “In light of clear overlaps with long COVID,
there now exists an opportunity for cross-hybridization, with much to be learnt from the long,
past experience and investigations in ME/CFS, and from the new momentum of long COVID
investigations over the past few years,” wrote the authors of a review article on “The
immunology of long COVID.”3%?

Long COVID gives us several ways of looking at the history this project tells. We see that
federal government investment in outbreaks does not guarantee physician buy-in for chronic post
viral conditions. In 1953 or in 2020, public funding for poorly understood diseases often clashes
against widespread medical indifference apart from a few dedicated, often highly patient-
centered practitioners.>®!

The epidemiological frame of reference is also crucial in setting the tone of medicine and
society’s responses. The historical epidemiology also provides concrete clues about the patterns
of disease incidence. Over the twentieth century, rising hygiene standards meant children were
less likely to be exposed to viruses like polio in childhood, and in general the older people were
when they first contracted the virus, the worse the resulting infection. The same held true in the

second half of the century for Epstein-Barr virus. Rising hygiene standards have perhaps created

the epidemiological conditions for post viral syndromes to proliferate. The epidemiological
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context of the COVID-19 pandemic shaped long COVID into what it is, but so too have
questions of latent infection, viral reactivation and the relationships between multiple viruses
circulating amongst our communities and within our bodies.

Long COVID research is more patient-centered than any similar syndrome in the past,
and some academics have even argued that patients, realizing their condition and connecting
with one another on the internet, “made long COVID.”82 This is not to say long COVID as an
experience of chronic ill health and disability would not exist without patients, but that it could
have gone the way of the post-acute symptoms of SARS patients, largely ignored after the
outbreak response died down. Or these counterfactual “non-long COVID patients” could have
lacked a diagnostic label explicitly connected to COVID-19 and instead been sorted in with
ME/CFS or POTS (postural orthostatic tachycardia syndrome, often seen with long COVID)
patients, with the attendant illegitimacy those conditions are still burdened with. History of
medicine has been excavating “the patient perspective” for decades, since the new social history
entered the field in the 1970s and particularly after Roy Porter exhorted in 1985 that patient
experience was a necessary counterpart to medical expertise in understanding the intersection of
sickness, health, science, expertise, suffering, and other matters of crucial importance in nearly
every human being’s life.®* In the present, calls to integrate patients into medical research often
carry the implication that this is more humane and will make patients more compliant with

treatments if trust is established. Medical humanities scholars have argued that this rosy,
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somewhat paternalistic idea misses the point, and the considerable expertise that patients bring to
the medical encounter from a combination of research and experience can meaningfully
contribute to medical knowledge in its own right.3** Long COVID has helped make this clear,
and tentative research projects integrating patient desires and expertise are underway.>®> But this
recent history suggests a new way of looking at the history of “contested illness” and patient
activism—mnot as patients dogmatically forming their views in support groups and lobbing them
at hapless doctors trying to offer solutions in the form of psychiatric diagnoses, but instead as
experts consulted by the officials investigating early outbreaks, the authority of their experience
shaping the credentialed experts’ conclusions even when their words do not appear in the same
publications and archives.

There is a cyclic aspect of this history: the twentieth century outbreaks help explain the
present situation of post viral conditions and contested illness, while present questions about long
COVID, particularly scientific questions about the pathophysiology of the syndrome, change
how the past looks. The failures of past outbreak responses can be chalked up to inadequate
diagnostic technologies, slowly emerging understandings of immune processes, and the
longstanding place of psychosomatic thinking in American medicine. These failures left a legacy
of doubt and marginalization which prevented a clear connection between midcentury outbreaks
and the puzzles of ME/CFS later. Though midcentury outbreaks were at very center of US public
health infrastructure, the clinical entities which investigators theorized in the years after to

explain what had taken place in those outbreaks remained marginal, such that chronic fatigue
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syndrome was not seen as an object of legitimate public health investigation when attempts to
connect it to a virus, Epstein-Barr, were inconclusive.

Emerging scientific understandings of long COVID’s pathophysiology seem to offer new
understandings of past outbreaks. Perhaps epidemic neuromyasthenia was a post viral process
and not caused by an unknown virus of the central nervous system. The question is not beside the
point but is difficult to answer with a historian’s toolkit. Throughout this analysis I have
attempted to answer a slightly different set of questions inspired by long COVID’s emergence
and growing acceptance: how does public health and particularly epidemiology shape what is
known about these symptoms as they have appeared across decades? What makes an outbreak
compelling to scientists and clinicians, whether it is seen as biological or psychological? When
and how do patients shape disease entities and contest the conclusions of experts?

We need to keep seeking answers to these questions as rates of autoimmune disease and
infection-associated chronic illnesses rise, to the consternation, concern and sometimes
bafflement of public health and medicine. Biomedical study can suggest disease mechanisms and
pathways which lead to treatments, but the inherited legacy of stigmatized, illegitimized illness
associated with post infectious syndromes cannot be overcome with medical knowledge and
technologies alone—there are no magic bullets.

It is my hope that this history offers new vantages on the present problem. These diseases
have cropped up in far-flung, sometimes exotic contexts, yet the patients whose bodies and
symptoms alerted public health authorities to outbreaks have had remarkably similar experiences
across time. Telling this story is an attempt to honor them and find where things went wrong, so

that we avoid repeating the past and continuing a cycle of controversy, uncertainty, and suffering.
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