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Abstract

There is evidence of endocrine disruption and reproductive effects in animals following exposure
to certain PBDEs, but human studies are limited. The goal of this study was to investigate the use
of serum and follicular fluid as biomarkers of exposure to PBDEs and to explore whether a
relationship between PBDE exposure and early pregnancy loss exists. We measured 8 PBDE
congeners in archived serum and ovarian follicular fluid samples from 65 women undergoing /n-
vitrofertilization (IVF). Logistic regression models were used to predict the odds of failed embryo
implantation associated with higher levels of PBDEs among the women in the study. There were
moderate Kendall’s Tau-beta correlations between serum and follicular fluid concentrations of
BDE 28, 47, 100 and 154 (Tg =0.29-0.38, all p-values<0.005), but BDE 99 and 153 were not
correlated between the two matrices (Tg<0.2, p-values>0.05). Women with detectable
concentrations of BDE 153 (39% had detectable levels) in follicular fluid had elevated odds of
failed implantation compared with women who had non-detectable concentrations (adjusted
OR=10.0; 95%CI: 1.9 to 52; p=0.006; adjusted by age and body mass index). These findings
suggest that exposure to BDE 153 may be associated with failed embryo implantation. Due to our
observation of only moderate correlations between matrices, serum PBDE concentrations may not
be a good indicator of follicular fluid concentrations when studying early pregnancy endpoints in
women undergoing IVVF.
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1. Introduction

Polybrominated diphenyl ethers (PBDES) are a group of flame retardants used in the
manufacture of a variety of consumer products, including home electronics, upholstered
furniture, carpeting, and other items containing polyurethane foam or plastics. Flame
retardants are added to these products with the intention to slow the rate of burning in case
of fire and meet fire safety standards such as Technical Bulletin 117 which requires that
certain articles do not ignite when exposed to 12 seconds of open flame (CA Dept. of
Consumer Affairs, 2000). PBDEs are not chemically bound, and thus may leach out or
physically degrade and end up in indoor air and house dust. PBDEs have been measured in
the indoor environment (Sjodin et al., 2008a; Stapleton et al., 2005), and house dust is
expected to be a primary exposure pathway (Johnson et al., 2010; Johnson-Restrepo and
Kannan, 2009; Lorber, 2008; Wu et al., 2007). Human exposure to PBDEs is widespread
and body burdens in North Americans are orders of magnitude higher (around 35 ng/g lipid)
than those in European countries where most PBDES have been banned (Hites, 2004; Sjodin
et al., 2008b).

Three commercial formulations of PBDES have been produced, designated as penta-, octa-,
and deca-BDE. These formulations consist of mixtures of specific PBDE congeners, and are
named according to their degree of bromination. Penta- and octa-BDEs have been banned in
Europe and phased out of production in the United States, and deca-BDE will begin phasing
out in 2012 (EPA, 2009). Although environmental levels of some PBDEs may be declining
in response to the phase-outs, the general population continues to be exposed to all of these
compounds due to their persistence and continued release from older products.

PBDEs have been shown to alter reproductive and thyroid hormone homeostasis in animal
studies. Exposure to pentaBDE commercial mixtures decreased levels of thyroxine (T4) in
rodent studies, possibly by inducing hepatic enzymes that increase thyroid hormone
clearance (Ellis-Hutchings et al., 2006; Fowles et al., 1994; Hallgren et al., 2001; Skarman
et al., 2005; Stoker et al., 2004; Zhou et al., 2001, 2002). Some studies, using low doses (pg/
kg) that result in tissue concentrations comparable to human body burdens, also show effects
of pentaBDE exposure on T4 levels (Kuriyama et al., 2007; Blake et al., 2011). Although
Zhou et al. (2002) found decreased T4 levels and increased liver weights and hepatic
enzyme activity in dams and fetuses in response to gestational pentaBDE exposure, maternal
weight gain, litter size and sex ratio, and offspring viability or growth were not significantly
affected. Zhou et al. (2001) also tested a decaBDE mixture and did not observe effects on
thyroid hormones, liver weights or hepatic activity. However, other studies have observed
decreases in serum T4 levels in rodents exposed to decaBDE (Rice et al., 2007; Kim et al.,
2009). The mechanism of thyroid hormone disruption in rodents may differ from humans
because of differences in thyroid hormone transport proteins. Transthyretin is the major
transport protein for T4 in rodents. While humans also utilize transthyretin, it is thyroxine-
binding globulin that is the major protein binding T4 in humans, which has a much higher
affinity for T4 than transthyretin. Studies of the reproductive system have revealed effects in
both male and female rats after exposure to PBDESs. For instance, Talsness et al. (2008)
found that gestational exposure to BDE 47 decreased circulating levels of estradiol and the
number of ovarian follicles in offspring. Lilienthal et al. (2006) reported effects on the
number of ovarian follicles resulting from exposure to BDE 99. A recent /n-vitro study
suggested that PBDEs may disrupt ovulation by stimulating progesterone secretion by
ovarian follicles (Karpeta et al., 2010). Talsness et al. (2005) found that a single dose
gestational exposure to BDE 99 resulted in structural abnormalities of ovaries, but no
change in the number of ovarian follicles, and greater fetal resorption rates among female
offspring. The higher dose resulted in a higher resorption rate than the lower dose, but the
differences in resorption rates between exposure groups were not statistically significant. On
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the other hand, Hardy et al. (2002) did not find differences in rates of pregnancy or uterine
implantation in rats after 20 days of gestational exposure (no observed effect level (NOEL)
of 1000 mg/kg/day) to a decaBDE mixture.

Studies of potential human health effects of PBDEs are limited. A few human studies have
reported associations between PBDE exposure and altered levels of the thyroid hormones
thyroxine (T4), triiodothyronine (T3) or thyroid stimulating hormone (TSH) (Bloom et al.,
2008; Chevrier et al., 2010; Dallaire et al., 2009; Hagmar et al., 2001; Turyk et al., 2008;
Wang et al., 2010; Yuan et al., 2008). Thyroid hormone homeostasis is important for regular
ovulation, fertilization and maintaining pregnancy (Cramer et al., 2003; Krassas et al., 2010;
Zoeller and Meeker, 2010). We recently reported that concentrations of BDE 47, 99 and 100
in house dust were associated with increased levels of serum T4 in 24 men (Meeker et al.,
2009a). PBDEs in house dust were also inversely associated with luteinizing hormone and
follicle stimulating hormone in these men. Human studies involving PBDE exposure and
female reproductive function are even more limited, but two studies suggest PBDEs may
adversely impact fertility. Chao et al. (2007) found evidence of shorter menstrual cycle
length in relation to elevated levels of PBDEs in breast milk, although this association was
not statistically significant in their small sample size. Harley et al. (2010) recently reported
significantly reduced fecundability, in terms of time to pregnancy, associated with elevated
serum levels of PBDEs in a group of Californian women.

Assisted reproduction technologies such as /n-vitrofertilization (IVF) provide the
opportunity to study stages of reproduction that are otherwise not observable in the general
population, such as oocyte quality, fertilization, embryo quality, and implantation. In
addition, biomarkers of environmental exposures, such as PBDES, may be measured in
follicular fluid that is usually collected during IVF and discarded. Follicular fluid surrounds
the preovulatory oocyte and provides an important microenvironment in which the oocyte
develops. Depending on the health endpoint of interest and biological mechanisms involved,
the concentration of PBDEs in follicular fluid may be a more biologically relevant measure
of exposure to the oocyte than serum. However, serum is the most common matrix in which
to measure PBDE concentrations, and it remains unknown if serum PBDE concentrations
serve as an adequate estimate of concentrations closer to the target tissue in the case of
female reproduction.

In the present study, we measured PBDEs in archived serum and follicular fluid samples
from 65 women who participated in a large study of predictors of /n-vitro fertilization (IVF)
success, where we found that PCBs and cigarette smoking were associated with IVF
implantation success rates (Meeker et al., 2007a, 2011). The objective was to first attempt to
quantify PBDE concentrations in follicular fluid, which to our knowledge has not been done
previously, then investigate the use of serum as a biomarker of exposure to PBDEs as
compared to the potentially more biologically relevant biomarker of follicular fluid (in the
case of IVF outcomes). Finally, we conducted an exploratory analysis to investigate the
relationship between PBDE exposure and failed embryo implantation. Failed implantation
was chosen as the outcome to explore because we had a limited sample size and it is the
most common point of failure in IVF cycles.

2. Methods
2.1 Study population

The main study, within which the present sub-study took place, was conducted in two
funding phases (1994 — 1998 and 1999 — 2003), and details have been previously described
(Meeker et al., 2007a, 2007b). Briefly, women undergoing I\VVF or intracytoplasmic sperm
injection (ICSI) were recruited through three clinics in the Boston area to participate in a
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study of IVF outcome predictors. Women requiring either donor oocytes or donor semen
were excluded. Study protocols were approved by the Human Research Committees at
Brigham and Women's Hospital, Harvard School of Public Health, and the University of
Michigan. Approximately 65% of those approached agreed to participate in the study.

2.2 Serum and follicular fluid collection

Serum samples were collected within 36 hours of each IVF/ICSI cycle, during the follicular
phase immediately prior to human chorionic gonadotropin (HCG) administration. The
samples were separated by centrifugation for 5 minutes, aliquoted and stored at —80C until
analysis. Oocyte retrieval was performed approximately 36 hours after HCG administration.
The follicular fluid was obtained from the largest follicle visualized by ultrasound, and each
sample consisted of fluid from only one follicle. After the oocytes were removed, the
follicular fluid was centrifuged for 15 minutes, and the supernatant was placed into a clean
storage tube, aliquoted and stored at —80C until analysis.

2.3 Measurement of PBDEs

Paired serum and follicular fluid samples (from the two study phases spanning 1994 — 2003)
from a total of 65 randomly selected women within the larger study were analyzed for
PBDEs in 2009 by the Organic Chemistry Analytical Laboratory, Harvard School of Public
Health (Boston, MA). The samples underwent liquid-liquid extraction and silica-gel column
chromatography clean up, and the extracts were analyzed by gas chromatography-mass
spectrometry (GC-MS) operated in negative chemical ionization (NCI) mode. Final
concentrations were reported after subtracting the concentrations of the analyte measured in
the procedural blank associated with the analytic batch. Target analytes were PBDE
congeners 28, 47, 99, 100, 153, 154, 183 and 209. Method detection limits (MDL) were
determined as three times the standard deviation obtained from the measurement of eight
aliquots of bovine serum fortified with target PBDE congeners (spiked at 0.05 ng/g of each
analyte, except for BDE 209, which was spiked at 0.5 ng/g). The recoveries of all PBDE
congeners ranged from 81% to 105%. The lab has been successfully participating in
International Intel-calibration sponsored by AMAP (Arctic Monitoring and Assessment
Program), organized by Quebec National Institute of Public Health, Canada (AMAP Ring
Test for PCBs, Organochlorine Pesticides and PBDEs in Plasma). The relative percent
difference (%RPD) between the laboratory results and the assigned values were <20% for all
PBDE congeners, except PBDE 209, which was higher (36%).

Serum total cholesterol and triglycerides were measured enzymatically by the Clinical
Laboratory at Children's Hospital (Boston, MA), and total lipids were calculated by Phillips
formula (Phillips et al., 1989). It is important to note that the original larger study was
designed for analysis of PCBs and I\VVF outcomes, and therefore there were no precautions
taken to prevent PBDE contamination. As a result, there were background concentrations of
PBDEs in procedural blanks associated with the samples. The concentrations in blanks were
as follows: 0.003 +/- 0.005 ng/g for BDE 28, 100, 153, 154 and 183; 0.027 +/- 0.008 ng/g
for BDE 47; 0.024 +/- 0.008 ng/g for BDE 99; and 0.057 +/- 0.019 ng/g for BDE 209.

2.4 Data analysis

Data analysis was conducted using SAS software version 9.1 (SAS Institute Inc., Cary, NC).
In samples where PBDE concentrations were below the detection limit but a signal was
detected, the concentration estimated by the GC-MS was used in the data analysis. If no
signal was detected for a given sample, then a zero concentration was assigned. Calculations
involving serum are based on wet weights for consistency with the follicular fluid
measurements, although models of failed implantation were also calculated using lipid-
adjusted serum. Selected percentiles of PBDE congeners in serum and follicular fluid were
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tabulated. Kendall's Tau-beta correlation coefficients were calculated to assess the level of
agreement between paired serum and follicular fluid PBDE concentrations, and between
different PBDE congeners within the same matrix. The ratio of PBDE concentrations in
follicular fluid to serum was calculated for each congener in all women who had detectable
concentrations in both specimens. Logistic regression, adjusted for age and body mass index
(BMI), was used to model the odds of failed embryo implantation associated with
concentrations of PBDEs. Other variables that were tested in models for potential
confounding include race, cigarette smoking and serum levels of PCBs. This analysis
restricted the comparison group to live births, and excluded cases of biochemical
pregnancies (positive human chorionic gonadotropin test that did not result in a clinical
pregnancy), miscarriages, and ectopic pregnancies to provide a purer comparison and due to
low numbers of these endpoints.

Table 1 provides details of the study population, including IVF outcomes. The mean (SD)
age among the women was 36 (3.8) years, and ranged from 27 to 44 years. The mean (SD)
BMI was 24(4.4), and ranged from 17 to 43. Most women were Caucasian (84%) and never
smoked (53%), and very few women were current smokers (6%). There were 35 (55%)
implantation failures and 18 (28%) live births, for a total sample size of 53 for the logistic
regression models for failed implantation.

Table 2 presents the distributions and detection rates of PBDE congeners measured in serum
and follicular fluid. Lipid-adjusted serum PBDE concentrations are also presented for
comparison. In both serum and follicular fluid, BDE 47 had the highest detection rate and
mean concentration. Due to relatively high background contamination levels of some PBDE
congeners, detection limits are high (0.007-0.112 ng/g), particularly for BDE 209. None of
the serum or follicular fluid samples contained BDE 209 above the detection limit. PBDE
congeners 47, 99 and 100, main components of the pentaBDE commercial formulation, were
correlated with each other within both matrices (Kendall's Tg =0.51-0.69, p<0.0001, data
not shown). BDE 28, which is present in small amounts in the pentaBDE formulation,
showed inconsistent rank correlations with the main pentaBDE congeners in serum (Tg
=0.02-0.27, p=0.004-0.8), but were more strongly correlated with the main pentaBDE
congeners in follicular fluid (Tg =0.48-0.57, p<0.0001, data not shown). BDE 153, which is
present in both the pentaBDE and octaBDE formulations, was also moderately correlated
with the main pentaBDE congeners in both matrices (Tg =0.26—-0.35, p<0.01, data not
shown). BDE 154, also present in both commercial formulations, was moderately correlated
with BDE 100 in serum (Tg =0.21, p=0.02), but more strongly correlated with the main
pentaBDE congeners in follicular fluid (Tg =0.35-0.52, p<0.001, data not shown). Table 3
presents the Kendall's Tau-beta correlations between PBDE concentrations in serum and
follicular fluid. There were moderate rank correlations between serum and follicular fluid
concentrations of BDE 28, 47, 100 and 154 (Tg =0.29-0.38, p<0.005), but BDE 99 and 153
were not correlated between the two matrices (Tg <0.2, p>0.05). Relationships with BDE
183 and BDE 209 were not evaluated due to lower detection rates (serum or follicular fluid
detection rate below 25%).

The distributions of the ratios of follicular fluid to serum PBDE concentrations are presented
in Table 4. Concentrations of PBDEs in follicular fluid were usually lower than PBDE
concentrations in serum, although there were several exceptions for all congeners.
Additionally, there were notably two outliers where the follicular fluid PBDE concentrations
were much higher than the serum concentration for all congeners. There was also a high
level of inter-person variability in the ratios for most of the congeners.
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Odds ratios calculated from logistic regression models of failed embryo implantation
corresponding to all PBDE congeners in follicular fluid and serum are presented in Table 5.
Women with detectable concentrations of BDE 153 in follicular fluid (39% of samples) had
significantly elevated odds of failed implantation compared with women who had non-
detectable BDE 153 concentrations in crude models and when adjusting for age and body
mass index (adjusted OR = 10.0; 95%Cl: 1.9 to 52; p=0.006). There was also evidence for a
dose-response trend when women with detectable BDE 153 concentrations in follicular fluid
were divided into equal groups (adjusted OR for non-detect, medium, and high BDE 153
groups = 1.0 [reference], 6.7, and 18.7, respectively; p-value for trend = 0.008). Age and
BMI were included in the models because both variables may be associated with both PBDE
exposure and fertility outcomes. Models used wet weight serum and follicular fluid
concentrations of PBDEs, and similar results were found when using lipid-adjusted serum
(not shown). The inclusion of ethnicity or smoking status (having ever been a smoker) did
not change the model estimates by more than 10 percent and were not included in the final
models. Because serum concentrations of polychlorinated biphenyls (PCBs) were found to
affect implantation in the main study of I\VF outcome predictors (Meeker et al., 2011), we
also tested models when additionally adjusting for PCB concentrations. The inclusion of
PCB concentrations did not change the model estimates by more than 10 percent.
Additionally, there was no correlation found between PCB and PBDE concentrations in
serum or follicular fluid. Therefore, PCB concentrations were not included in the final
models.

4. Discussion

To our knowledge this is the first report of PBDE measurement in human follicular fluid.
We found increased odds (10-fold) of failed embryo implantation associated with elevated
levels of BDE 153 in follicular fluid in a group of women undergoing IVF. Our ability to
detect statistically significant associations between other PBDE congeners, in follicular fluid
or serum, and failed implantation was limited by relatively high detection limits and a small
sample size. Our finding of BDE 153 as the congener with the most influence over
implantation may be consistent with the findings in the study by Harley et al. (2010), where
BDE 153 was associated with the largest decrease in fecund ability odds ratios as compared
to BDE 47, 99 and 100. The Harley et al. study (2010) reported that all four of these PBDE
congeners were associated with longer time to pregnancy, as assessed by serum PBDE
concentrations and interviews of 223 pregnant women.

The PBDE congeners found at the highest concentrations in serum and follicular fluid were
BDE 47, 99, 100, 153 and 154. Similarly, in a large US study of human serum, BDE 47, 99,
100 and 153, main components of the pentaBDE commercial mixture, were the congeners
found at the highest concentrations (Sjodin et al., 2008b). Because only moderate
correlations were observed between PBDE concentrations in serum and follicular fluid,
serum concentrations may not be a good indicator of follicular fluid concentrations when
studying fertility and early pregnancy loss in women undergoing IVF. However, our ability
to determine a relationship between serum and follicular fluid PBDEs may be hindered by
our low detection rates of PBDEs.

The ratios of follicular fluid to serum PBDE concentrations were highly variable between
participants. This finding suggests inter-individual differences in exposure or distribution
among the women, and that some women may be potentially more susceptible to PBDES
reaching developing follicles. In a previous study (Meeker et al., 2009b) of PCBs in this
same population, ratios of follicular fluid PCB concentrations to serum PCB concentrations
were less variable (10t percentile=0.2; 90t percentile=0.4) than the PBDE ratios in the
present study, which led the authors to conclude that serum measurements of PCBs were
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reliable measures of exposure to the oocyte. In the present study there were two individual
women whose follicular fluid to serum PBDE ratios were high outliers because their
follicular fluid PBDE concentrations were consistently higher than their serum
concentrations for all the congeners measured. It is possible that these two follicular fluid
samples were contaminated. However, relationships between serum and follicular fluid
PBDE concentrations did not improve (correlation coefficients changed by less than 5% for
most congeners and less than 10% for all congeners) when omitting these outliers.
Additionally, the odds ratio of failed implantation for BDE 153 in follicular fluid slightly
increased when omitting the two outliers.

The disruption of thyroid hormone homeostasis is a possible mechanism by which PBDESs
may influence implantation and fertility. For example, PBDE metabolites may displace T4
from binding to transthyretin, the thyroid transport protein (Meerts et al., 2000). Thyroid
hormone disruption may play a role in altered follicle formation, as could disruption along
the hypothalamic-pituitary-ovarian axis (Talsness, 2008). For example, several PBDE
congeners were found to activate estrogen receptors /in-vitro, and PBDE metabolites were
especially potent (Meerts et al., 2001). This same study found that several PBDE congeners,
including BDE 153, had antiestrogenic effects. Uterine levels of estrogen and progesterone
receptor mRNA were also affected by PBDE exposure, although only BDE 99 was tested
(Ceccatelli et al., 2006). Talsness et al. (2005) suggested that disrupted mitochondrial
regulation by PBDEs may result in the uncontrolled synthesis of steroid products,
subsequent vaginal and uterine abnormalities, and increased resorption rates they reported in
rats exposed to BDE 99.

Past studies have assessed PBDE exposure to the developing fetus by measuring PBDE
concentrations in human placental tissue (Doucet et al., 2009; Main et al., 2007; Miller et al.,
2009). However, to our knowledge, this is the first study to report PBDE concentrations in
human follicular fluid and to examine the effects of preconception PBDE exposures on early
pregnancy. This study was conducted among a group of women undergoing IVF and may be
part of a population more sensitive to factors affecting infertility. Thus, the generalizability
of our findings remains unclear. However, PBDE exposures as measured in serum in this
group of women are representative of the general population (Sjodin A et al., 2008b), and no
evidence exists to date to suggest that these women are more susceptible to potential toxic
effects of PBDE exposure than women conceiving naturally. Additionally, an advantage of
studying IVF populations is the ability to examine sensitive endpoints that would be very
difficult or impossible to study in the general population. In their study on PBDE exposure
and reduced fecund ability, Harley et al. (2010) point out that, because they studied women
who successfully conceived a child naturally, infertile and subfertile women were
underrepresented in their study, and PBDE exposure may have an even stronger effect on
fertility than they reported. Implantation failure, which is a common occurrence even among
women conceiving naturally (Chard, 1991; Norwitz et al., 2001), occurs prior to the
detection of pregnancy, and therefore was not measurable in the pregnant population of
women studied by Harley et al. (2010). However, implantation failure may be related to the
decreased fecund ability found in this population. For this reason, we expect that the study
of early pregnancy outcomes, such as the present study of this IVF population, will be useful
in elucidating relationships between environmental exposures and fertility for all couples,
including those attempting to conceive naturally.

5. Conclusion

We found that PBDEs are detectable in follicular fluid and that levels of BDE 153 in
follicular fluid may be associated with failed embryo implantation. Our findings may help
explain the previous report of a relationship between PBDE exposure and time to pregnancy,
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as failed implantation may manifest as reduced fertility and increased time to pregnancy
among women attempting to conceive naturally. Further research with a larger sample size
would be needed to confirm the findings of this pilot study.

Highlights
We compare serum and ovarian follicular fluid as biomarkers of exposure to PBDEs.
We explore the relationship between PBDE exposure and early pregnancy loss.
A strong correlation between PBDEs in the two matrices was not observed.

Exposure to BDE 153 was associated with elevated odds of failed embryo
implantation.
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Characteristics of study population

Age, yrs. [median (min,max)] 38 (27,44)
Body mass index [median (min,max)] 23 (17,43)
n (%)
Caucasian 54 84
Other/unspecified 11 16

Smoking status
never smoked 34 53
past smoker 30 47
current smoker 4 63

IVF Outcomes
Implantation failure 35 55
Live birth 18 28
Chemical pregnancy only 6 9.4
Miscarriage 3 4.7
Ectopic pregnancy 2 31
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Kendall's Tau-beta correlation coefficients for PBDE concentrations in serum and follicular fluid (n=62)

Table 3

Ts p-value
BDE 28 0.33 0.002
BDE 47 0.38 | <0.0001
BDE 100 | 0.36 | 0.0003
BDE 99 0.11 0.26
BDE 154 | 0.29 0.003
BDE 153 | 0.15 0.16
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Table 5

Odds ratios for implantation failure associated with elevated (above median, or, if <50% detected, detectable)
levels in serum or follicular fluid (n=53)

Crude OR AdjustedaOR
Serum | (95% CI) (95% CI)

BDE28 | 1.2(0.4,3.8) | 1.2(0.4,3.9)
BDE47 | 15(05,47) | 1.6(05,5.4)
BDE 100 | 1.5(05,47) | 1.5(05,4.9)
BDE99 | 15(05,47) | 1.7(05,5.6)
BDE 154 | 2.8(0.8,9.4) | 3.0(0.8,10)
BDE 153 | 1.0(0.3,3.4) | 1.2(0.3 4.4)
Total PBDEs | 1.2(0.4,3.7) | 1.2(0.4,4.0)

Follicular Fluid

BDE28 | 1.2(0.4,3.8) | 1.2(0.4,4.0)
BDE47 | 0.8(0.3,27) | 09(03,27)
BDE 100 | 0.7 (0.2,2.3) | 0.7(0.2,2.5)
BDE99 | 0.4(0.1,1.4) | 04(0.1,1.4)
BDE 154 | 1.9(0.6,6.2) | 2.1(0.6,7.4)
BDE 153 | 59 (15,24) | 10(1.9,51)
Total PBDEs | 1.7(05,5.2) | 1.8(0.5,6.0)

laAdj usted by age and BMI
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