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Background: There is a correlation between temporal trends of obesity prevalence and papillary thyroid cancer
(PTC) incidence in the United States. Obesity is a well-recognized risk factor for many cancers, but there are
few studies on the association between obesity and PTC risk. We investigated the association between an-
thropometric measurements and PTC risk using pooled individual data from three case–control populations.
Methods: Height and weight information were obtained from three independent case–control studies, including
1917 patients with PTC (1360 women and 557 men) and 2127 cancer-free controls from the United States, Italy,
and Germany. Body mass index (BMI), body fat percentage, and body surface area (BSA) were calculated. An
unconditional logistic regression model was used to calculate odds ratios (ORs) and confidence intervals (CIs)
with respect to risk of PTC, adjusted by age, sex, race/ethnicity, and study site.
Results: In the pooled population, for both men and women, an increased risk of PTC was found to be
associated with greater weight, BMI, body fat percentage, and BSA, whereas a reduced risk of PTC was
associated with greater height, in the pooled population for both men and women. Compared with normal-weight
subjects (BMI 18.5–24.9 kg/m2), the ORs for overweight (BMI 25–29.9 kg/m2) and obese (BMI ‡ 30 kg/m2)
subjects were 1.72 [CI 1.48–2.00] and 4.17 [CI 3.41–5.10] respectively. Compared with the lowest quartile of
body fat percentage, the ORs for the highest quartile were 3.83 [CI 2.85–5.15] in women and 4.05 [CI 2.67–
6.15] in men.
Conclusion: Anthropometric factors, especially BMI and body fat percentage, were significantly associated
with increased risk of PTC. Future studies of anthropometric factors and PTC that incorporate intermediate
factors, including adiposity and hormone biomarkers, are essential to help clarify potential mechanisms of the
relationship.

Introduction

An increase of thyroid cancer incidence has been
reported in many countries, including the United States

and some European countries (1). This temporal trend has
been practically entirely attributed to trends in papillary
thyroid cancer (PTC) incidence, which in the United States
has increased by about 7% per year since 1992, making
thyroid cancer the fastest-growing cancer in both men and

women (2–4). While debate about the reason for the in-
creased thyroid cancer incidence continues, this pronounced
increase is unlikely to be entirely due to enhanced detection
and may represent a true increase due to as yet undetermined
environmental and/or lifestyle factors (5,6). Exposure to
ionizing radiation during childhood and adolescence is the
only confirmed environment risk factor for PTC but is not a
major population-attributable risk factor because few patients
with PTC have a known history of radiation exposure (7).
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Coinciding with the increase of PTC incidence is an epi-
demic of obesity. Obesity is commonly defined as a body
mass index (BMI)—expressed as weight in kilograms di-
vided by height in meters squared—greater than 30 kg/m2.
According to the National Health and Nutrition Examination
Survey (NHANES), the prevalence of obesity increased from
13.4% to 35.7% among U.S. adults between 1960–1962 and
2009–2010; the increase was observed across subgroups
defined by age, sex, race/ethnicity, and socioeconomic status
(8,9). Similarly, PTC incidence increased in both sexes, in all
racial/ethnic groups, and in subjects of both high and low
socioeconomic status (3,6). To elucidate the correlation be-
tween temporal trends of obesity prevalence and PTC inci-
dence at the county level, we linked the U.S. Surveillance,
Epidemiology and End Results 18 registry data (2004–2009)
with the NHANES obesity data (2004–2009) and grouped
counties into two groups based on annual percentage change
(APC) for obesity prevalence. As illustrated in Figure 1, for
the counties with a significant positive APC for obesity
prevalence, the age-adjusted PTC incidence rate increased
from 8.3 (2004) to 12.0 (2009) per 100,000 population with a
significant APC of 7.7% ( p < 0.05). For the counties with a
nonsignificant APC for obesity prevalence, the increase in
age-adjusted PTC incidence rate was lower: from 7.3 (2004)
to 9.9 (2009) per 100,000 population with a significant APC
of 6.7% ( p < 0.05).

The association between obesity and thyroid cancer risk has
been reported epidemiologically (10–15), but there is consid-
erable interstudy heterogeneity, which may arise from the rel-
atively small number of cases due to the relative rarity of
thyroid cancer. In the present study, we investigated the asso-
ciation between anthropometric measurements and PTC risk
using individual data from three case–control populations. We

included only PTC cases because they are epidemiologically
and etiologically distinct from other histological subtypes, such
as follicular and medullary thyroid cancers. Pooled data anal-
ysis with a large number of subjects enhanced the study power
and enabled precise risk estimates.

Materials and Methods

Study population

Data for the pooled analysis were retrieved from three
case–control studies conducted in the United States, Italy,
and Germany. The U.S. study included 417 patients with
newly diagnosed PTC and 489 controls prospectively re-
cruited at The University of Texas MD Anderson Cancer
Center between 1999 and February 2013. The controls were
unrelated visitors to the institution using the same exclusion
criteria as cases (no prior cancer history except nonmelanoma
skin cancer, no current use of steroids or immunosuppressive
medication, no blood transfusion in the previous six months).
The Italy study included 1040 patients with PTC who pre-
sented to the University Hospital of Cisanello and 851
workers (mainly physicians, nurses, and paramedical staff) at
the same hospital with no prior history of cancer or thyroid
disease recruited between 2009 and 2012. The Germany
study included 460 patients diagnosed with PTC and 787
cancer-free controls enrolled through the German University
Hospitals of Hannover Medical School, University Clinic
Würzburg, and the Central Hospital of the German Federal
Armed Forces Koblenz between February 2008 and March
2010. The Germany controls were patients without tumor
who presented to a surgery department of the Central
Hospital of the German Federal Armed Forces Koblenz
(n = 105) or healthy volunteer blood donors who presented to

FIG. 1. Papillary thyroid cancer
(PTC) incidence trends in the
United States by annual percentage
change (APC) in obesity preva-
lence, 2004 through 2009, for
counties with nonsignificant APC
in obesity prevalence (APC = 0)
and significantly positive APC in
obesity prevalence (APC > 0).
APCs for PTC incidence trends
were 7.7% among counties with
obesity-prevalence APC > 0, and
6.7% among counties with obesity-
prevalence APC = 0. Incidence
source: U.S. Surveillance, Epide-
miology and End Results 18 regis-
try data (2004–2009); obesity
percentage source: National Health
and Nutrition Examination Survey
(2004–2009).
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Hannover Medical School (n = 682). All cases from three
study sites had histologically or cytologically confirmed di-
agnosis of papillary histology thyroid carcinoma (ICD-O-3
codes 8050, 8260, 8340-8341, 8343-8344, and 8350). Sub-
jects were excluded from the analyses if they were younger
than 18 years old at recruitment or if they had missing data for
both weight and height. The studies were approved by the
institutional review boards or local ethics committees of the
participating institutions. Written informed consent was ob-
tained from all subjects recruited to the studies.

Anthropometric measurements

Height and weight were measured at recruitment. BMI was
determined by dividing weight in kilograms by height in
meters squared (kg/m2). The body fat percentage was esti-
mated from BMI by using the formula of Deurenberg et al.
(16): body fat percentage = (1.20 · BMI) + (0.23 · Age) -
(10.8 · Sex) - 5.4, where age is in years and sex is set to 0 for
women and 1 for men (16). Body surface area (BSA), an
indicator of metabolic mass that is less affected than BMI by
abnormal adipose mass, was calculated from height and
weight by using the formula of Du Bois and Du Bois:
BSA = 0.007184 · Weight0.425 · Height0.725 (17).

Statistical analysis

The t-test or Wilcoxon rank-sum test was used to compare
continuous variables between cases and controls as appro-
priate. The chi-square test was used to compare proportions

between cases and controls. An unconditional logistic re-
gression model was used to estimate crude and age-, sex-,
race/ethnicity-, and study site-adjusted odds ratios (ORs) and
confidence intervals (CIs) for each of the anthropometric
measurements with respect to risk of PTC, including
height, weight, body fat percentage, BSA, and BMI. In these
analyses, anthropometric measurements were examined
as continuous variables and as categorical variables. For
the analysis as categorical variables, measurements were
categorized into quartiles on the basis of their distribu-
tion among controls for each sex separately. BMI was also
categorized as underweight ( < 18.5 kg/m2), normal weight
(18.5–24.9 kg/m2), overweight (25.0–29.9 kg/m2), or obese
( ‡ 30 kg/m2) according to the World Health Organization
definition. Tests for trend were performed by treating ordinal
category scales of the anthropometric measurements as
continuous variables. Tests for interaction were determined
by Wald chi-square test of the interaction term. Associations
with risk of PTC were also evaluated using logistic regression
models stratified by study sites, age ( < 45, ‡ 45 years old),
and sex (men, women). A two-sided significance level of 0.05
was adopted for all tests. Statistical analyses were performed
using SAS software, v9.2 (SAS Institute, Inc., Cary, NC).

Results

A total of 1917 PTC cases and 2127 controls were included
in the pooled analysis. Among the PTC cases, 1360 (70.9%)
were women and 557 (29.1%) were men. Table 1 shows

Table 1. Characteristics of Cases and Controls in Three Case–Control Studies

Included in the Pooled Analysis

Women Men

Characteristic Cases Controls Cases Controls

U.S. study n = 292 n = 335 n = 125 n = 154
Age, years 42 (18–86) 52 (21–82) 44 (19–77) 51 (22–84)
Height, cm 164 (137–189) 162 (147–208) 177 (158–195) 175 (155–196)
Weight, kg 72 (42–157) 68 (38–155) 91 (59–186) 79 (60–159)
Body fat, % 37.8 (18.5–69.1) 36.6 (20.3–67.1) 29.1 (13.7–64.6) 26.7 (14.4–54.1)
BSA, m2 1.79 (1.39–2.61) 1.73 (1.37–2.54) 2.11 (1.64–2.86) 1.97 (1.62–2.70)
BMI, kg/m2 27.0 (15.0–51.9) 24.9 (13.9–53.5) 29.1 (18.1–57.4) 25.8 (20.7–47.5)
Race/ethnicity, % of Caucasians 67.8 70.9 75.6 73.8

Italy study n = 732 n = 513 n = 308 n = 338
Age, years 45 (18–83) 43 (25–65) 44 (18–84) 46 (26–91)
Height, cm 162 (140–180) 164 (140–188) 175 (155–198) 177 (158–193)
Weight, kg 66 (42–155) 60 (36–118) 84 (50–130) 79 (52–125)
Body fat, % 35.1 (18.8–74.2) 31.5 (21.8–54.3) 27.0 (10.2–46.1) 24.5 (13.5–44.0)
BSA, m2 1.71 (1.36–2.50) 1.66 (1.19–2.43) 2.00 (1.50–2.49) 1.95 (1.58–2.43)
BMI, kg/m2 24.9 (16.5–55.6) 22.3 (16.0–39.4) 26.8 (16.9–42.4) 24.9 (18.1–37.7)
Race/ethnicity, % of Caucasians 100 100 100 100

Germany study n = 336 n = 264 n = 124 n = 523
Age, years 53 (19–83) 30 (18–93) 55 (22–81) 36 (18–84)
Height, cm 168 (142–192) 168 (158–193) 177 (160–198) 179 (165–201)
Weight, kg 74 (44–160) 69 (51–136) 85 (53–145) 82 (58–136)
Body fat, % 39.5 (22.5–74.7) 31.1 (21.3–58.5) 29.0 (13.3–49.5) 23.0 (11.5–39.9)
BSA, m2 1.84 (1.37–2.54) 1.79 (1.53–2.49) 2.02 (1.55–2.62) 2.03 (1.64–2.71)
BMI, kg/m2 26.8 (17.5–58.8) 24.1 (18.3–46.5) 27.0 (18.4–44.8) 25.1 (18.4–37.9)
Race/ethnicity, % of Caucasians 99.4 100 100 100

Values are median (range) unless otherwise specified.
BMI, body mass index; BSA, body surface area.
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characteristics of the subjects and anthropometric measure-
ment distributions for men and women by study site. In these
studies, cases were not matched with controls for these de-
mographic characteristics.

Table 2 shows the results of study site-specific and pooled
analyses of PTC risk associated with continuous anthropo-
metric measurements. Heterogeneity across the individual
studies was evident ( p < 0.05 for all anthropometric mea-
surements comparisons). All (individual and pooled) studies
showed a significantly increased risk of PTC per 5% increase
in body fat percentage and per 5 kg/m2 increase in BMI. The
risk estimates for height, weight, and BSA varied by study
site, but the pooled analyses showed a significantly reduced
PTC risk per 5 cm increase in height and a significantly in-
creased PTC risk per 10 kg increase in weight and per 0.5 m2

increase in BSA.
Table 3 shows the results of the pooled analyses using

categorized anthropometric measurements. There was an
inverse association between height and PTC risk for both men
and women. The OR for women taller than 169 cm compared
to those £160 cm tall was 0.76, and the OR for men taller
than 183 cm compared to those £175 cm tall was 0.50. The
tests for trend were significant for both sexes. Increased
weight, body fat percentage, and BSA were all significantly
associated with increased risk of PTC regardless of sex and in
a dose-related manner. The most pronounced results were for
body fat percentage, for which the OR was 3.83 for women
whose body fat percentage was >37.8% compared to women
whose body fat percentage was £29.0%, and the OR was
4.05 for men whose body fat percentage was >27.9% com-
pared to men whose body fat percentage was £20.4%.

BMI was also significantly associated with increased PTC
risk ( ptrend < 0.001). The OR for women with a BMI > 26.4

kg/m2 compared to those with a BMI £ 21.4 kg/m2 was 2.98,
and the OR for men with a BMI > 27.4 kg/m2 compared to
those with a BMI £ 23.3 kg/m2 was 4.01. There was a sig-
nificantly increased risk in both the overweight and obese
categories compared to the normal-weight category for both
men and women, and for subjects both younger than and
older than 45 years of age. The ORs for overweight and obese
subjects compared with normal-weight subjects were 1.72
[CI 1.48–2.00] and 4.17 [CI 3.41–5.10] respectively. The
interactions of BMI with age and sex were not significant,
whereas the interaction of BMI with race/ethnicity was sig-
nificant ( p = 0.007). Therefore, the pooled analyses using
categorized anthropometric measurements were repeated for
the Caucasian subgroup.

Table 4 shows the results of the pooled analyses of cate-
gorized anthropometric measurements in association with
PTC risk in Caucasians, who accounted for 93.4% of cases
and 93.4% of controls. The category scales were the same as
specified above. The significance and magnitude of risk es-
timates were similar to the results for the overall analysis.
The associations between BMI, body fat percentage, and PTC
risk remained significant among non-Caucasians (data not
shown).

Discussion

The present study evaluated associations of anthropomet-
ric measurements with PTC risk on the basis of pooled
analysis of three case–control populations. Of the anthropo-
metric measurements examined, BMI and body fat percent-
age had the strongest association with PTC risk. Specifically,
PTC risk in obese subjects was approximately four times
that of normal-weight subjects, and men with a body fat

Table 2. Study-Specific and Pooled Odds Ratios and Confidence Intervals

for Papillary Thyroid Cancer Risk for Continuous Anthropometric Measurements

U.S. study Italy study Germany study

Variable OR [CI] p OR [CI] p OR [CI] p
Pooled

OR [CI] p

Height (5 cm increment)
Overall 1.06 [0.96–1.17] 0.287 0.83 [0.77–0.89] <0.001 0.78 [0.69–0.88] <0.001 0.85 [0.81–0.89] <0.001
Female 1.05 [0.92–1.19] 0.474 0.85 [0.77–0.93] <0.001 0.86 [0.73–1.01] 0.062 0.89 [0.83–0.94] <0.001
Male 1.07 [0.91–1.26] 0.423 0.80 [0.71–0.90] <0.001 0.69 [0.58–0.83] <0.001 0.80 [0.74–0.86] <0.001

Weight (10 kg increment)
Overall 1.33 [1.22–1.45] <0.001 1.43 [1.32–1.55] <0.001 1.19 [1.07–1.32] <0.001 1.27 [1.22–1.34] <0.001
Female 1.28 [1.15–1.43] <0.001 1.42 [1.28–1.57] <0.001 1.23 [1.08–1.39] 0.002 1.27 [1.20–1.35] <0.001
Male 1.39 [1.20–1.61] <0.001 1.43 [1.25–1.63] <0.001 1.12 [0.94–1.33] 0.223 1.28 [1.19–1.39] <0.001

Body fat (5% increment)
Overall 1.44 [1.29–1.60] <0.001 1.87 [1.68–2.08] <0.001 1.42 [1.24–1.63] <0.001 1.54 [1.45–1.64] <0.001
Female 1.35 [1.18–1.53] <0.001 1.73 [1.53–1.96] <0.001 1.37 [1.16–1.60] <0.001 1.46 [1.35–1.57] <0.001
Male 1.67 [1.35–2.07] <0.001 2.19 [1.79–2.69] <0.001 1.58 [1.22–2.03] <0.001 1.78 [1.58–2.00] <0.001

BSA (0.5 m2 increment)
Overall 3.03 [2.09–4.40] <0.001 2.47 [1.83–3.32] <0.001 1.33 [0.87–2.04] 0.191 2.44 [2.00–2.97] <0.001
Female 2.66 [1.67–4.25] <0.001 2.56 [1.75–3.73] <0.001 1.81 [1.06–3.12] 0.031 2.41 [1.87–3.09] <0.001
Male 3.63 [1.6–6.73] <0.001 2.17 [1.33–3.54] 0.002 0.78 [0.38–1.59] 0.489 1.9 [1.44–2.75] 0.001

BMI (5 kg/m2 increment)
Overall 1.54 [1.35–1.76] <0.001 2.12 [1.86–2.41] <0.001 1.52 [1.29–1.80] <0.001 1.77 [1.64–1.91] <0.001
Female 1.43 [1.23–1.66] <0.001 1.93 [1.66–2.25] <0.001 1.45 [1.20–1.76] <0.001 1.64 [1.50–1.80] <0.001
Male 1.85 [1.43–2.40][ <0.001 2.57 [2.01–3.29] <0.001 1.72 [1.28–2.33] <0.001 1.98 [1.71–2.30] <0.001

Odds ratios were adjusted for age, sex, race/ethnicity, and study center.
CI, confidence interval; OR, odds ratio.
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percentage > 27.9% and women with a body fat percentage
> 37.8% had approximately four times the PTC risk of men
and women in the lowest quartile of body fat percentage. The
associations remained significant across subgroups defined
by study site, sex, and age. Body fat percentage is a better
indicator of body fatness than BMI because body fat per-
centage takes age and sex into account, and lean mass is age-
and sex-dependent (16), but BMI is more frequently used in
epidemiological studies.

Our findings add to the existing evidence suggesting that a
greater BMI is associated with increased PTC risk. This as-
sociation between BMI and PTC risk is not consistent in the
literature, however. Several prior studies have shown no as-
sociation of BMI with thyroid cancer risk in men. Dal Maso
et al., in a pooled analysis of 12 case–control studies from the
United States, Europe, and Asia, found a significant moderate
increase in thyroid cancer risk with higher BMI for women
(relative risk for highest tertile, 1.2 [CI 1.0–1.4]) but not for
men; the significant association for women was largely at-
tributable to two U.S. studies, which had 325 female cases
and only 51 male cases (10). Similarly, Clero et al. conducted
a pooled analysis of two case–control studies including
mainly Pacific Islander subjects (489 female cases and 65
male cases) and found a significantly increased risk of dif-
ferentiated thyroid cancer with higher BMI for women (OR
for highest tertile, 3.0 [CI 2.0–14.48]) but not for men (12).
The nonsignificance of the association between BMI and
thyroid cancer risk in men is likely due to the small numbers
of male cases in previous studies. Our current pooled anal-
ysis, which included 557 male cases, is to our knowledge the
largest case–control study to examine the association be-
tween BMI and thyroid cancer risk in men, and the results
showed a statistically significant association between BMI
and PTC risk in both men and women. Furthermore, our
results, showing a slightly higher PTC risk in men in the
highest BMI group than in women in the highest BMI group,
are consistent with results of earlier pooled studies (13,18).
Renehan et al., in a meta-analysis, found that a greater BMI
was strongly associated with risk of thyroid cancer both
among men (relative risk per 5 kg/m2 increase, 1.33 [CI 1.04–
1.70]) and among women (1.14 [CI 1.06–1.23]) (18). Simi-
larly, Kitahara et al., in a recent pooled analysis of five U.S.
cohorts including 768 women and 388 men diagnosed with
thyroid cancer, found that BMI was associated with thyroid
cancer risk for women (hazard ratio per 5 kg/m2 increase, 1.2
[CI 1.1–1.3]) and men, for whom the association was slightly
stronger (1.3 [CI 1.2–1.5]) after two years of follow-up (13).

Mechanisms by which BMI affects thyroid cancer risk are
still unknown, though several plausible explanations exist, as
recently summarized by Pappa and Alevizaki (19). A greater
BMI (and obesity) is a marker for insulin resistance and
chronic low-grade inflammation, which are the major driving
forces behind carcinogenesis and tumor progression (18). A
greater BMI has also been associated with a higher serum
thyrotropin (TSH) level (20), which is an independent pre-
dictor of differentiated thyroid cancer, regardless of age and
sex (21,22). Specifically linked to thyroid cancer, TSH co-
operates with insulin and insulin-like growth factor-1 sig-
naling to activate downstream MAPK and PI3K pathways
that are central in thyroid carcinogenesis (23). Estrogens are
known to promote thyroid tumor growth (24), and this rela-
tionship has been taken as a possible biological explanation

for increased thyroid cancer risk in postmenopausal women
observed in earlier studies (25,26). However, estrogen pro-
motion of thyroid tumor growth is unlikely to explain the
results of the current study, in which increased PTC risk was
found in women both younger than and older than 45 years of
age. A greater BMI has also been linked with certain dietary
behaviors, such as excess protein and carbohydrate intake,
that have been found to increase thyroid cancer risk (27). Low
levels of physical activity have been linked with a higher
BMI and increased risk of some cancers, but most studies
showed little or no association of physical activity with
thyroid cancer risk (28,29). Further studies assessing various
parameters in conjunction with BMI are warranted to clarify
the intermediate factors and mechanisms underlying the re-
lationship between BMI and PTC risk.

In the pooled analysis, a greater BSA was also significantly
associated with PTC risk, but the magnitudes of association
were different across study sites, especially among men, and
this finding is not easily explained. BSA is considered a better
indicator than BMI of metabolic mass, and BSA is used in
determining drug dose. In another case–control study of dif-
ferentiated thyroid cancer risk, BSA was found to be the
dominant anthropometric factor associated with thyroid can-
cer risk, but the conclusion was based on women only (12).

In contrast to weight, height is a stable measurement that is
thought to be determined during childhood and adolescence
by genetic predisposition, nutrition and physical behaviors,
and socioeconomic status and other factors (30). In the
pooled analysis, height was inversely associated with PTC
risk, but the inverse association was not consistent across
study sites. The inverse association is in contrast with some
previous studies that reported a positive association between
height and thyroid cancer risk (31–33), but other studies have
provided inconsistent findings (14,34), suggesting that pop-
ulation-specific factors may influence associations between
thyroid cancer risk and height. Additionally, it is possible that
obesity is confounding these observations and is less preva-
lent among those of taller stature than those of short or normal
stature. In fact, we found a significant inverse association
between BMI and height among these subjects in this study
( ptrend < 0.01).

Our study has several strengths, including the reason-
ably large sample size, narrow case definition, and on-site
measurement of height and weight, which enabled us to de-
termine significant associations between anthropometric
measurements and PTC risk in men and women separately.
However, several potential limitations should be considered.
First, although a significant increased PTC risk associated
with body fat and BMI was found in all three case–control
populations, we could not exclude the possibility that these
associations may be biased due to confounding by unmea-
sured risk factors for PTC. A history of benign thyroid dis-
eases (including hypothyroidism and hyperthyroidism) has
been associated with both subsequent thyroid cancer risk and
weight change. However, our study did not evaluate the
possible extent of such bias. Although age and sex, the major
risk factors for PTC, were adjusted for in the model, other
possible confounders, such as smoking, education status,
dietary and physical behaviors, and genetic predisposi-
tion factors, were not assessed in our analysis. We also
lack information on other anthropometric measurements,
such as waist-to-hip ratio, which may be a more accurate
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measurement of central adiposity than BMI and body fat
percentage. However, previous studies did not show waist-to-
hip ratio to be associated more strongly than BMI with thyroid
cancer risk (14,33,35). A further limitation is that height and
weight information was collected shortly before or after can-
cer diagnosis, making it difficult to establish temporality.
Furthermore, interpretation of our findings is based on the as-
sumption that these measurements reflect the long-term status
of adiposity, which may not be the case; misclassification bias
could be introduced. Although there is evidence supporting that
change in adiposity over time is unlikely to impact the asso-
ciation between obesity and PTC risk substantially, as previous
studies did not find weight gain to be a significant risk factor for
PTC (35,36) and weight loss is uncommon for patients with
newly diagnosed PTC, there are also findings suggesting that
weight gain over life, especially 10–20 years before cancer
occurrence, was associated with increased thyroid cancer risk
(37,38). Reverse causation is also possible given the fact that
mild weight gain is a common symptom of hypothyroidism, but
the possibility is unlikely because hypothyroidism is not fre-
quently observed in patients with PTC. Our study is also subject
to the other limitations inherent to case–control study design.
Since all three studies used case–control study design and there
were mismatches in age and sex between cases and controls in
the U.S. and German studies, the possibility of selection bias,
especially among controls, should be considered. Since most
subjects were Caucasian, our results are not generalizable to a
racially diverse population. Finally, the possibility of screening
bias cannot be excluded, but the possibility is less likely given
the observation that a higher BMI was associated with a more
advanced stage of thyroid cancer at diagnosis (39).

In summary, anthropometric factors, especially BMI and
body fat percentage, were significantly associated with in-
creased risk of PTC. Future studies employing more precise
measurement of body fat using novel techniques (including
dual-energy X-ray absorptiometry) could more accurately
assess the magnitude of body fat in association with PTC risk.
Future studies of anthropometric factors and PTC that in-
corporate intermediate factors, including adiposity and hor-
mone biomarkers, are essential to help clarify potential
mechanisms of the relationship.
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