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BACKGROUND: In adult populations, emerging evidence indicates that humans are exposed to
arsenic by ingestion of contaminated foods such as rice, grains, and juice; yet little is known about
arsenic exposure among children.

OBJECTIVES: Our goal was to determine whether rice consumption contributes to arsenic exposure in

U.S. children.

METHODS: We used data from the nationally representative National Health and Nutrition
Examination Survey (NHANES) to examine the relationship between rice consumption (mea-
sured in 0.25 cups of cooked rice per day) over a 24-hr period and subsequent urinary arsenic
concentration among the 2,323 children (6-17 years of age) who participated in NHANES from
2003 to 2008. We examined total urinary arsenic (excluding arsenobetaine and arsenocholine) and
dimethylarsinic acid (DMA) concentrations overall and by age group: 6-11 years and 12-17 years.

RESULTS: The median [interquartile range (IQR)] total urinary arsenic concentration among chil-
dren who reported consuming rice was 8.9 pg/L (IQR: 5.3-15.6) compared with 5.5 pg/L (IQR:
3.1-8.4) among those who did not consume rice. After adjusting for potentially confounding fac-
tors, and restricting the study to participants who did not consume seafood in the preceding 24 hr,
total urinary arsenic concentration increased 14.2% (95% confidence interval: 11.3, 17.1%) with
each 0.25 cup increase in cooked rice consumption.

CONCLUSIONS: Our study suggests that rice consumption is a potential source of arsenic exposure in

U.S. children.
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Arsenic is a ubiquitous metalloid found as
organic and inorganic forms in nature.
Although the toxicity of inorganic arsenic is
well established, arsenobetaine (from fish)
is considered essentially nontoxic because
it passes through the body unmetabolized
(Cullen and Reimer 1989; Edmonds and
Francesconi 1993; Ma and Le 1998; Navas-
Acien et al. 2011); other organic forms such
as dimethylarsenate, arsenolipids, and arseno-
sugars have uncertain toxicity. Emerging
evidence indicates the potential for adverse
health effects from inorganic arsenic expo-
sure at the relatively low exposure levels com-
mon to populations worldwide, including an
increased risk of cancer, cardiovascular and
respiratory conditions, and diabetes mellitus
(including gestational diabetes) (Amaral et al.
2011; Ettinger et al., 2009; European Food
Safety Authority 2009; Karagas et al. 2001,
2004; Leonardi et al. 2012; Navas-Acien
et al. 2011; Sohel et al. 2009). Additionally,
studies of highly exposed populations have
related childhood inorganic arsenic exposure
to onset of cancers and lung disease later
in life (Liaw et al. 2008; Smith et al. 20006;
Yorifuji et al. 2011). The developing fetus
and infants may be particularly susceptible to
the adverse effects of inorganic arsenic (Hall
et al. 2009; Vahter 2008). More specifically,
fetal exposure to inorganic arsenic has been
associated with low birth weight, increased
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risk of infection, and higher infant mortality
(Rahman et al. 2009, 2010, 2011) in more
highly exposed populations. In these popu-
lations, arsenic exposure during childhood
has been associated with neurobehavioral
effects in cross-sectional and prospective stud-
ies (Hamadani et al. 2011; Tsai et al. 2003;
von Ehrenstein et al. 2007; Wasserman et al.
2007, 2011). Little is known about the pos-
sible long-term effects of persistent low-level
arsenic exposure in children.

Contaminated drinking water is a well-
recognized source of inorganic arsenic
(Bhattacharya et al. 2002); however, diet
is the primary exposure route for people
with limited exposure via drinking water
(European Food Safety Authority 2009). To
date, dietary exposure to inorganic arsenic in
children has generally been estimated from
dietary patterns and measured arsenic concen-
trations in food (Bastias et al. 2010; European
Food Safety Authority 2009; Martorell et al.
2011; Meacher et al. 2002b; Xue et al. 2010;
Yost et al. 2004). In particular, it has been
estimated that children < 3 years of age have
the greatest exposures to inorganic arsenic pri-
marily due to dietary sources such as rice con-
sumption (European Food Safety Authority
2009; World Health Organization 2011).

Rice, grains, fruits, and juices are consid-
ered the primary food sources of arsenic expo-

sure (Meacher et al. 2002a; Xue et al. 2010;

Yost et al. 2004). Both inorganic and organic
forms of arsenic accumulate in rice (Mitani
et al. 2009) through the silicon transport sys-
tem (Ma et al. 2008) because arsenous acid
(the predominant form of arsenic in flooded
rice paddies) is indistinguishable from silicic
acid to the rice plant. Rice cultivars show
wide variation in their ability to accumulate
arsenic (3- to 37-fold) (Norton et al. 2012),
and the proportion of inorganic arsenic in the
grain also differs according to variety (Batista
et al. 2011; Williams et al. 2005, 2007). Rice
grown in the United States has been shown
to contain higher amounts of total arsenic
and a lower proportion of inorganic arsenic
[and higher organic arsenic in the form of
dimethylarsinic acid (DMA)] than rice from
other countries (Meharg et al. 2009; Williams
et al. 2005).

Although the United States population
generally consumes less rice than those of other
countries, consumption has increased (Batres-
Marquez et al. 2009), and processed rice prod-
ucts such as flours and syrups are widely used.
Among the roughly one-quarter of Americans
who report rice consumption, the average
amount of rice consumed is approximately
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1 cup of cooked rice per day (Batres-Marquez
et al. 2009). Daily rice consumption varies by
level of education and race/ethnicity, with the
greatest rice consumption among groups other
than non-Hispanic whites, particularly those
of Asian descent (Batres-Marquez et al. 2009).
In addition, products such as rice cereal are
often the first solid foods introduced at infancy
(Jackson et al. 2012).

Ingested inorganic arsenic is excreted via
the kidneys within a few days of ingestion as
inorganic arsenic and methylated metabolites
such as monomethylarsonic acid (MMA) and
DMA. Considering that methylated species
also can be present in food, excreted methyla-
ted forms could represent ingestion of these
moieties as well as metabolism of ingested
inorganic arsenic (Molin et al. 2011; European
Food Safety Authority 2009). Urinary concen-
tration of arsenic is regarded as a valid mea-
sure of recent exposure, especially compared
with methods that rely on models of exposure
from dietary information (Orloff et al. 2009).
Rice consumption has been related to urinary
arsenic concentrations in adults (Agusa et al.
2009; Cascio et al. 2011; Cleland et al. 2009;
Gilbert-Diamond et al. 2011; He and Zheng
2010; Samal et al. 2011). However, to our
knowledge, the relationship between rice con-
sumption and urinary arsenic concentrations
in children has not been evaluated directly.
Therefore, we examined rice as a source of
arsenic exposure in U.S. children by using
data on rice consumption over the 24-hr
period preceding measurement of urinary arse-
nic concentration in the National Health and
Nutrition Examination Survey (NHANES).

Methods

We analyzed data from the NHANES survey
years 2003-2008. The NHANES is a nation-
ally representative multistage random survey of
the noninstitutionalized U.S. population that
is conducted by the U.S. National Center for
Health Statistics. Information is gathered on
health status and health behaviors through in-
person interviews and detailed information is
collected on diet. NHANES participants also
undergo a clinical examination that includes
laboratory measures such as blood and urine
analyses. For this study, we used data from the
NHANES demographics, in-person dietary
questionnaire, physical examination, and labo-
ratory and health questionnaire files. Because
our study used publicly available and de-iden-
tified data, it was determined to be exempt
from institutional board review by Dartmouth
College’s Committee for the Protection of
Human Subjects.

Study population. We analyzed data from
all children (< 18 years of age) who partici-
pated in the NHANES survey from 2003
through 2008. During this period, 13,208
children participated in the NHANES, and
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the response rate for the entire survey was
76%. For each NHANES survey, samples
from approximately one-third of the partici-
pants were randomly selected for urinary arse-
nic measurements. From 2003 through 2008,
2,477 children (6-17 years of age) had uri-
nary arsenic concentrations measured in the
NHANES. Of these, we excluded 154 chil-
dren because of incomplete dietary informa-
tion from the 24-hr recall; this yielded a final
sample of 2,323 children for our study.

Urinary arsenic assessment. For NHANES,
urine was collected from participants in
arsenic-free containers and shipped on dry ice to
the Environmental Health Sciences Laboratory
at the National Center for Environmental
Health (NCEH; Atlanta, GA) (Caldwell et al.
2009). At NCEH, urine samples were stored
frozen (s —70°C) and analyzed within 3 weeks
of collection following standardized protocols
(Aposhian and Aposhian 2006; NCHS 2004).
Total urinary arsenic concentrations were
measured using inductively coupled plasma
dynamic reaction cell-mass spectrometry on
an ELAN DRC I ICPMS or Perkin-Elmer
ELAN 6100 DRC plus (PerkinElmer SCIEX,
Concord, ON, Canada); arsenic species and
metabolites (arsenous acid, arsenic acid, MMA,
DMA, arsenobetaine, and arsenocholine)
were measured using high performance liquid
chromatography (HPLC).

Method detection limits and interassay
coefficients of variation (CV) varied among
analytes and surveys. For total arsenic, the
detection limit was 0.6 pg/L for the 2003—
2004 survey and 0.7 pg/L for the 2005-2006
and 2007-2008 surveys. From 2003 to 2008,
the detection limit was 1.7 pg/L for DMA,
0.9 pg/L for MMA, 1.2 pg/L for arsenous
acid, 1.0 pg/L for arsenic acid, 0.6 pg/L for
arsenocholine, and 0.4 pg/L for arsenobetaine.
CV across NHANES lots varied from 3.0% to
6.1% for mean total arsenic concentrations,
from 3.3% to 6.6% for DMA, and from 5.3%
to 7.3% for arsenobetaine.

We focused our analyses on total urinary
arsenic and urinary DMA concentrations
becasue these were detected in most subjects.
Urinary measurements of total arsenic and
DMA, samples with levels below the detec-
tion limit (0.6% » = 13 and 1.0% = = 240,
respectively) were assigned the value of the
detection limit divided by the square root of 2
(Caldwell et al. 2009; Jones et al. 2011; Navas-
Acien et al. 2008; Steinmaus et al. 2009). Due
to uncertain or negligible health impacts of
arsenobetaine and arsenocholine concentra-
tions, we subtracted these components from
the total urinary arsenic concentrations. For
arsenobetaine, 48% of samples (z = 1,109)
fell below the corresponding detection limit
and were assigned the detection limit divided
by the square root of 2. However, because
only 23 participants (1.0%) had arsenocholine
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measures above the detection limit, we
assigned a value of 0 to all measures that fell
below the detection limit (Steinmaus et al.
2009). Thus, our definition of total arsenic
included arsenous acid, arsenic acid, MMA,
and DMA, consistent with previous studies
(e.g., Gilbert-Diamond et al. 2011). Arsenous
acid, arsenic acid, and MMA were not con-
sidered separately due to the low levels of
detection (only 6.9%, 7.8%, and 40.9% of
our study had values above the detection
limit, respectively).

24-hr rice consumption. The in-person
dietary questionnaire of NHANES collects
detailed information on the study participant’s
diet for the 24-hr period preceding the clini-
cal and laboratory examinations (including
urinary measurements) and for some mea-
sures (such as seafood consumption) up to a
30-day recall period. The NHANES 24-hr
recall period is a validated assessment of
dietary consumption (Moshfegh et al. 2008).
At the examination, NHANES participants
were asked to recall everything they ate and
drank in the prior 24 hr, and NHANES staff
coded these data and recorded information
on the serving size. For children < 12 years
of age, the dietary component was conducted
with the assistance of a proxy (i.e., a parent or
other caregiver), and for children 12-17 years
of age the survey was administered without the
assistance of a proxy.

We used U.S. Department of Agriculture
(USDA) food codes to identify rice consumed
during the in-person 24-hr recall period and
to classify children as “rice eaters” versus “non-
rice eaters.” As in previous studies, all food
data from the 24-hr dietary recall period were
matched to the Food Commodity Intake
Database (FCID) (USDA 2010) to quantify
exposure to rice (Batres-Marquez et al. 2009).
The FCID provides conversion data to esti-
mate the total content of food commodities
such as rice, tomatoes, beans, and the like in
each item with a USDA food code. We esti-
mated the total amount of dry grams of rice
consumed by each participant by multiplying
the quantity of each food consumed during
the 24-hr recall period by the FCID estimate
of dry rice content (grams of rice per 100 g
of food) for that specific food, and then sum-
ming across all foods consumed during the
24-hr recall period. To classify those children
who consumed rice (rice eaters) versus those
who did not (non-rice eaters), we operationally
defined a rice eater as someone who consumed
at least 0.25 cup of cooked rice (equivalent
to 14.1 g white rice dry weight) in the 24-hr
recall period (Batres-Marquez et al. 2009).

Other data. We also collected data on
sociodemographics (age, sex, race/ethnicity,
educational status, family income), body mass
index (BMI; kilograms per meter squared),
exposure to cigarette smoke, drinking-water
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source, and seafood consumption (obtained
from both the 24-hr recall period and 30-day
food recall questions). We estimated the per-
centages of the population that were normal
weight, overweight, and obese by converting
measured BMI to percentiles based on age and
sex (< 85th percentile, normal; 85th to < 95th
percentile, overweight; and > 95th percen-
tile, obese) (Centers for Disease Control and
Prevention 2010). We anticipated that race/
ethnicity would be related to rice consumption
and therefore classified race/ethnicity as non-
Hispanic white, non-Hispanic black, Mexican
American, and other, multiple races. Due to
the small number of individuals, the “other
Hispanics” NHANES category was combined
with the “other/multiple” race/ethnicity.
Because cigarette smoke is a potential
source of arsenic exposure (Chen et al. 2004),
we used serum cotinine to estimate passive
or active exposure to cigarette smoke. The
NHANES measures serum cotinine using
an isotope-dilution HPLC/atmospheric pres-
sure chemical ionization mass spectrometry
method. For values below the detection limit
of 0.015 ng/mL, a value of the detection limit

divided by the square root of 2 was assigned
(Jones et al. 2011; Navas-Acien et al. 2008).

We used urinary creatinine to account
for urinary dilution (Barr et al. 2005). In the
2003-2004 and 2005-2006 NHANES sur-
veys, urinary creatinine was measured on a
Beckman Synchron CX3 (Beckman Coulter
Inc., Brea, CA) using a Jaffe reaction, and in
the 2007-2008 panel it was measured on a
Roche/Hitachi Modular P (Roche Diagnostics
Corp, Indianapolis, IN) using an enzymatic
method. Therefore, we adjusted 2003-2004
and 2005-2006 urinary creatinine measure-
ments to 2007-2008 equivalents (Gebel 2002;
NCHS 2009).

In the United States, arsenic exposure
through drinking water is found primarily in
private unregulated water systems (Karagas
et al. 2000; Nuckols et al. 2011). Although
we were unable to obtain measurements of
arsenic in drinking water for NHANES par-
ticipants, we used their self-reported drinking-
water source to estimate potential exposure
as either public (using a community water
source) or private (defined as either a well,
spring, or cistern water source) water.

Table 1. Characteristics of study participants (n=2,323) according to rice consumption status [% (SE)].

Non-rice eater Rice eater?
No. of study participants (sample) 1,852 471
Sociodemographic characteristics
Age category (years)
6-11 46.3(1.5) 52.1(3.0) 0.08
12-17 53.7(1.5) 47.9(3.0)
Sex
Boy 49.3(1.7) 54.2(3.4) 0.18
Girl 50.7(1.7) 45.8(3.4)
Race/ethnicity
Non-Hispanic white 63.7(2.7) 44.0(4.1) <0.01
Non-Hispanic black 14.3(1.6) 17.0(1.9)
Mexican American 12.1(1.5) 15.5(2.1)
Other, multiple races 9.8(1.5) 235(3.7)
Education
Attending school 98.2(0.4) 98.5(0.6) 0.70
Not attending school 1.8(0.4) 1.5(0.6)
Annual family income (US$)
<20,000 15.5(1.0) 15.6(2.1) 0.96
> 20,000 84.5(1.0) 84.4(2.1)
BMI percentile®
< 85th percentile (normal) 62.7(1.7) 63.3(3.0) 0.96
85th to < 95th percentile (overweight) 15.8(1.2) 15.1(2.2)
> 95th percentile (obese) 215(1.3) 21.7(2.6)
Serum cotinine (ng/mL)
<0.015 18.3(1.6) 23.8(3.3) 0.07
0.015t0< 10.0 36.9(2.2) 39.4(2.9)
>10.0 44.8(2.4) 36.7 (3.0)
Food and drinking water
Water source
Public 81.8(2.3) 86.1(3.4) 013
Private 18.2(2.3) 13.0(3.4)
Seafood consumption?
Yes 7.1(1.0) 14.0(2.2) <0.01
No 929(1.0) 86.0(2.2)

aStudy participants who reported consuming at least 0.25 cup cooked rice (equivalent to 14.1 g white rice dry weight)
during the 24-hr recall period. 5p-Values are for difference between non-rice eaters and rice eaters; chi-square
test used in comparisons of proportions. ®BMI percentile based on 2000 Centers for Disease Control and Prevention
(2010) growth charts. 9Includes any fish or shellfish consumed during the 24-hr recall period before urinary arsenic

measurement.
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To exclude the possibility that seafood
contributed to forms of arsenic exposure
other than arsenobetaine or arsenocholine,
such as DMA, we used the USDA food codes
that correspond with fish, shellfish, mol-
lusks, and/or crustaceans to identify chil-
dren who consumed any seafood during the
24-hr recall period in our primary analyses
[see Supplemental Material, Table S1 (htep://
dx.doi.org/10.1289/ehp.1205014)] (Navas-
Acien et al. 2011). Furthermore, because
seafood consumption may affect urinary arse-
nic concentration for up to 3 days, we also
performed a secondary analysis in which we
restricted our sample to children who reported
no seafood consumption in the 30 days before
urinary arsenic measurement (Molin et al.
2011) (see Supplemental Material, Table S2).

Statistical analyses. The NHANES uses a
stratified sampling methodology that makes
it possible to derive national estimates from
survey participants’ data. To account for this
sampling, we used complex survey design
methods in Stata version 12.0 (StataCorp.,
College Station, TX) for all analyses. These
methods account for a respondent’s probabil-
ity of selection and for the NHANES sam-
pling methodology by calculating weighting
factors for each respondent that account for
sampling strata, primary sampling units, and
person weight variables (NCHS 2005). For
all analyses we set the p-value for statistical
significance to 0.05 (2-sided).

Because metabolic processes may vary
according to a child’s age (Hall et al. 2009) and
NHANES dietary data were collected differ-
ently according to age (i.e., with and without
a parent or caregiver), we stratified our sample
into age groups of 6-11 years and 12-17 years.
Analyses were performed on all ages as well as
according to these two age categories.

We log;g-transformed total urinary arsenic
(the original NHANES total arsenic measure
minus arsenobetaine and arsenocholine) and
urinary DMA concentrations. This transfor-
mation produced a linear association with rice
consumption for total urinary arsenic (lack-of-
fit p-value = 0.45; Draper and Smith 1981),
and improved the homoskedasticity and
normality of model residuals, for both total
urinary arsenic and urinary DMA. For this
lack-of-fit test, the null hypothesis is that there
is no bias—that bias error and pure error are
approximately the same; the null hypothesis
thus is rejected when an F-statistic comparing
bias error to pure error exceeds a critical value.
‘The exponentiated model coefficients represent
the relative (percent) change in the dependent
variable from its mean value at the reference
level of exposure (Vittinghoff et al. 2005).

Urinary creatinine can be a strong predic-
tor of arsenic methylation efficiency; thus, we
included it as an independent variable in our
multiple regression models (Barr et al. 2005).
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However, analyses with and without creatinine
yielded similar results. We adjusted for poten-
tial confounding using three different mod-
els. Our baseline adjustment model (model 1)
included age (continuous), sex (boy/girl), race/
ethnicity (non-Hispanic white/non-Hispanic
black/Mexican American/other, multiple races),
and urinary creatinine concentration (continu-
ous). Additionally, we fit a model that further
adjusted for BMI (as a continuous variable)
and serum cotinine concentration (continu-
ous) (model 2). The final model additionally
adjusted for water source (public/private) and
was restricted to only those children who
reported no seafood consumption during the
24-hr recall period (model 3). As a secondary
analysis, we repeated model 3 restricting the
model to children who reported no seafood
consumption in the 30-day food recall ques-
tions [see Supplemental Material, Table S2
(http://dx.doi.org/10.1289/ehp.1205014].
We used rice consumption as a predictor
variable in two ways. First, we treated rice con-
sumption as a dichotomous variable, evaluating
selected population characteristics and urinary
arsenic variables (total arsenic and DMA uri-
nary concentrations) according to whether
the study participant consumed > 0.25 cup of
cooked rice during the 24-hr recall period. To
compare the characteristics of study partici-
pants we used a chi-square test for categorical
variables. We then explored the potential dose—
response relationship between 0.25 cup cooked
rice consumed during the 24-hr recall period
and log;-transformed total arsenic and DMA
using multiple linear regression as described.

Results

Study participants’ characteristics according
to rice eater status. Approximately 20% (471
of 2,323 study participants) of children in our
sample reported consuming at least 0.25 cup
of cooked rice in the 24 hr before urinary
arsenic measurement. Among children who
consumed rice, total cups of cooked rice con-
sumed per day varied from 0.25 to 3.9 cups,
with a mean of 0.8 cups. Characteristics that
differed according to rice consumption status
included race/ethnicity and seafood consump-
tion status (Table 1). Children who consumed
rice were less likely to be non-Hispanic white
(44.0% vs. 63.7%) and more likely to be clas-
sified as “other, multiple races” (23.5% vs.
9.8%) (overall p-value < 0.01). Rice eaters
were nearly twice as likely as non-rice eaters to
report having consumed at least one form of
seafood during the 24-hr recall period (14.0%
vs. 7.1%, p-value < 0.01). Overall, 66.5% of
rice eaters reported having consumed seafood
in the 30-day food recall questions vs. 57.6%
among non-rice eaters (p-value = 0.03) [see
Supplemental Material, Table S3 (http://
dx.doi.org/10.1289/ehp.1205014]. Cotinine
level also differed according to rice eater status.
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Among non-rice eaters 44.8% of children had
serum cotinine levels > 10 ng/mL vs. 36.7%
among rice eaters (overall p-value = 0.07).

Urinary arsenic concentration accord-
ing to rice eater status. Total urinary arsenic
(excluding arsenobetaine and arsenocholine)
and urinary DMA concentrations were higher
among children who reported consum-
ing > 0.25 cup rice during the 24 hr preceding
urinary arsenic measurement compared with
those who did not, overall, and stratified by
age and by those reporting seafood consump-
tion (Table 2). The median (interquartile
range) of total urinary arsenic concentration
among children who reported consuming
rice was 8.9 pg/L [interquartile range (IQR):
5.3-15.6] compared with 5.5 pg/L (IQR:
3.1-8.4) among those who did not consume
rice. Urinary DMA among rice eaters was
nearly twice that of non-rice eaters [median,
6.0 pg/L (IQR: 3.7-10.0) compared with
3.6 pg/L (IQR: 2.1-5.1), respectively].

Rice consumption and arsenic in children

Urinary arsenic concentration and
amount of estimated rice consumption. Log -
transformed urinary total arsenic and DMA
increased with rice consumption (Table 3).
In the models adjusted for participant char-
acteristics, serum cotinine, and urinary crea-
tinine concentration (model 1), each 0.25
cup of rice consumption was associated with
a 14.3% [95% confidence interval (CI): 10.2,
18.5%] and 13.5% (95% CI: 10.3, 16.9%)
increase in urinary total arsenic and DMA
concentration, respectively. Estimates from
models further adjusted for BMI, cotinine,
and water source and restricted to children
who did not report seafood consumption were
similar (Table 3).

Estimates for the effects of rice consump-
tion on total urinary arsenic concentration
differed by age category (ages 6-11 years vs.
1217 years) (Table 3). Each 0.25 cup of rice
consumption was associated with a 22.0%
(95% CI: 15.7, 28.7%) increase in total

Table 2. Median (IQR) urinary arsenic concentration according to rice consumption status.

Non-rice eater Rice eater?
All study participants
Total arsenic (pg/L)? 55(3.1-8.4) 8.9(5.3-15.6)
DMA (ug/L)® 36(2.1-5.1) 6.0 (3.7-10.0)
Age category
6-11 years
Total arsenic (pg/L)? 5.3(2.9-8.1) 8.6 (4.9-15.1)
DMA (ug/L) 3.6(2.1-5.1) 6.0(3.9-10.0)
12-17 years
Total arsenic (pg/L)? 5.6(3.2-8.7) 9.9(5.9-16.5)
DMA (ug/L) 35(2.1-5.1) 6.0(3.6-10.0)
Seafood consumption?
Non-seafood eater
Total arsenic (pg/L)? 5.3(3.1-7.9) 8.6 (5.1-14.7)
DMA (ug/L) 3.4(2.0-5.0) 5.6 (3.5-9.6)
Seafood eater
Total arsenic (pg/L)? 9.6 (4.3-18.3) 17.3(7.4-29.3)
DMA (ug/L) 5.1(3.1-8.2) 9.8(5.6-18.6)

aStudy participants who reported consuming at least 0.25 cup cooked rice (equivalent to 14.1 g white rice dry weight)
during the 24-hr recall period. PExcludes arsenobetaine and arsenocholine; 13 study participants with total arsenic
concentrations below the limit of detection (LOD) were assigned values equal to LOD/y2. €240 study participants with
concentrations below the LOD for DMA were assigned values equal to LOD/y/2. Includes any fish or shellfish consumed
during the 24-hr recall period before urinary arsenic measurement.

Table 3. Estimated percent change (95% Cl) in urinary arsenic concentration per 0.25 cup of daily rice
consumption by age category.

Model 1¢ Model 2° Model 3¢
All study participants
Total arsenic? 14.3(10.2,18.5) 13.5(9.6,17.5) 14.2(11.3,17.1)
DMAé 13.5(10.3,16.9) 12.9(9.9, 16.0) 13.4(10.5, 16.4)
Age category
6-11 years
Total arsenic? 22.0(15.7, 28.7) 19.9(14.7,25.4) 16.1(11.6, 20.7)
DMAe 19.9(14.7,25.3) 18.1(14.0, 22.3) 14.7(10.5, 19.0)
12-17 years
Total arsenic? 10.7 (6.6, 14.9) 10.5(6.4,14.9) 12.8(9.2,16.5)
DMAe 10.7 (7.5, 14.0) 10.7(7.4,14.1) 12.5(8.7,16.4)
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All models include daily rice consumption as per 0.25 cup cooked rice (continuous) and predict logg-transformed uri-
nary arsenic concentration (all parameter estimates are exponentiated).

aModel 1 adjusted for age (continuous), sex (boy/girl), race/ethnicity (white/black/Mexican-American/other), and urine
creatinine level (continuous). ®Model 2 further adjusted for BMI (continuous) and serum cotinine level (continuous).
°Model 3 further adjusted for water source (public/private) and restricted to study participants who reported no seafood
consumption during the 24-hr recall period. %Total arsenic excludes arsenobetaine and arsenocholine; 13 study partici-
pants with total arsenic concentrations below the limit of detection (LOD) were assigned values equal to LOD/y2. €240
study participants with concentrations below the LOD for DMA were assigned values equal to LOD/y/2.
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urinary arsenic among children in the younger
age category compared with a 10.7% (95%
ClI: 6.6, 14.9%) increase among those in the
older age category in model 1. Differences
in the estimated effect of rice consumption
between the age categories persisted in our
other models, albeit attenuated in model 3. In
our secondary analyses, restricted to only chil-
dren who reported no seafood consumption
in the preceding 30 days, we obtained similar
results [see Supplemental Material, Table S2
(http://dx.doi.org/10.1289/e¢hp.1205014).
Estimates for urinary DMA in relation to rice
consumption also differed by age category
(Table 3). Rice consumption was associated
with a2 19.9% (95% CI: 14.7, 25.3%) increase
in urinary DMA among children in the
younger age category compared with a 10.7%
(95% CI: 7.5, 14.0%) increase among those
in the older age category. However, this age
group difference was less apparent in model 3
(14.7%; 95% CI: 10.5, 19.0% vs. 12.5%;
95% CI: 8.7, 16.4% respectively).

Urinary arsenic concentration and other
Jactors. In the multiple regression models
excluding those who reported seafood in the
prior 24 hr, rice consumption was the strongest
independent predictor of total urinary arsenic
concentration (Table 4). Both age and uri-
nary creatinine also were statistically significant
predictors of total urinary arsenic concentra-
tion. Each 1-year increase in age was associated
with a 5.2% decrease (95% CI: —6.9, —3.6%)
in total urinary arsenic concentration. Total
urinary arsenic concentration varied by race/
ethnicity, but the association was statistically
significant only for Mexican Americans (13.0%
higher than non-Hispanic whites; 95% CI:
1.0, 26.5%). Each increase in nanograms per
milliliter of serum cotinine level was associated

with a 0.7% increase (95% CI: 0.6, 0.8%) in
total urinary arsenic concentration.

Discussion

In this nationally representative study of U.S.
children, we found that urinary arsenic con-
centrations—a biomarker of recent arsenic
exposure—were associated with reported rice
consumption in the 24 hr before urine collec-
tion. These findings are consistent with other
recent studies that have examined rice as a
source of dietary exposure to arsenic in adult
populations (Agusa et al. 2009; Cascio et al.
2011; Cleland et al. 2009; He and Zheng
2010; Samal et al. 2011). In the United
States, studies of specific populations have
reported more than three times the national
average of 6.0 pg/L in high-rice-consuming
individuals (i.e., Korean Americans) (Cleland
et al. 2009). Also, findings from this study
of children corroborate those of our previous
study of rice consumption and urinary arsenic
concentrations among pregnant women in the
United States (Gilbert-Diamond et al. 2011).

At present, the health effects of low-level
arsenic exposure are uncertain, especially in
children, and no studies have specifically eval-
uated the potential health effects of arsenic in
rice to our knowledge. Previous studies have
associated childhood exposure to high levels
of inorganic arsenic, primarily from drinking
water, with numerous adverse health effects,
including neurobehavioral effects such as
reduced vocabulary and object assembly skills
(von Ehrenstein et al. 2007), attention and
memory (Tsai et al. 2003), and intelligence
(Wasserman et al. 2004). However, it is cur-
rently unknown whether low levels of arsenic
exposure, or exposure from arsenic intake via
rice specifically, have similar effects.

Table 4. Estimated percent change (95% Cl) in total urinary arsenic concentration according to covari-
ates from univariate and multiple linear regression models.

Univariate

Multiple linear regression®

Estimated percent

Estimated percent

Covariate change (95% Cl) p-Value change (95% Cl) p-Value
Rice consumption (0.25 cup cooked rice) 15.6(12.2,19.1) <0.001 14.2(11.3,17.1) <0.001
Age (years) 04(-14,22) 0.66 -5.2(-6.9,-3.6) <0.001
Sex

Boy 0.0 (reference) 0.0 (reference)

Girl -17.0(-24.7,-85)  <0.001 -85(-17.2,1.2) 0.08
Race/ethnicity

Non-Hispanic white 0.0 (reference) 0.0 (reference)

Non-Hispanic black 29.2(12.4,48.5) <0.01 -1.3(-12.2,11.0) 0.82

Mexican American 18.8(3.1, 36.8) 0.02 13.0(1.0, 26.5) 0.03

Other, multiple races 35.9(8.8,69.8) 0.01 49(-12.1,25.3) 0.59
BMI (kg/m?) 0.6(-0.3,1.6) 017 0.0(-1.2,1.1) 0.95
Serum cotinine (ng/mL) 0.0(-0.1,0.1) 0.76 -0.1(-0.2,0.1) 0.22
Urinary creatinine (mg/L) 0.6(0.5,0.7) <0.001 0.7(0.6,0.8) <0.001
Water source

Public 0.0 (reference) 0.0 (reference)

Private 7.3(-15.4,36.0) 0.56 16.4(-10.7,51.7) 0.26

All analyses restricted to study participants who reported no seafood consumption during the 24-hr recall period and
predict total urinary arsenic concentration. Total arsenic excludes arsenobetaine and arsenocholine; 13 study partici-
pants with total arsenic concentrations below the limit of detection (LOD) were assigned values equal to LOD/y2.

aAdjusted for all other covariates in table.
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Rice consumption varies among individu-
als and among subgroups of the population.
Higher rice consumption among racial/ethnic
minorities such as those of Asian descent
and populations with lower income and
less education has been reported previously
(Batres-Marquez et al. 2009), consistent with
patterns observed in our study of children
who participated in NHANES. Rice and rice
products may constitute an appreciable por-
tion of the diet in young children (World
Health Organization 2011) and among peo-
ple on wheat-free diets [e.g., celiac disease
patients (Ludvigsson and Green 2011)]. As
we reported recently, certain toddler formulas
containing brown rice syrup had relatively
high concentrations of arsenic (Jackson et al.
2012). Thus, measurement of biomarkers in
children may help us determine common
sources of arsenic exposure, such as via rice
and rice products, and whether these sources
pose a health risk.

A number of limitations of our study must
be acknowledged. First, seafood (including
fish, shellfish, mollusks, and/or crustaceans) is
a well-recognized source of arsenic, particu-
larly the organic forms such as arsenobetaine,
arsenosugars, arsenolipids, and DMA (Navas-
Acien et al. 2011). To minimize the effect of
arsenic ingestion from seafood, we restricted
a subset of our analyses (model 3) to chil-
dren who reported no seafood consumption
of any kind during the 24-hr recall period,
and performed secondary analyses restricted to
children who did not consume seafood in the
previous 30 days [see Supplemental Material,
Table S2 (http://dx.doi.org/10.1289/
ehp.1205014]. However, our results were
robust to this more conservative exclusion of
seafood eaters for up to 30 days before urinary
measurement.

Second, as mentioned, our estimates of
rice consumption do not directly translate
into estimates of arsenic consumed because of
the large variation in arsenic concentrations in
rice (Batista et al. 2011; Williams et al. 2005,
2007). Collecting information on the type of
rice consumed (e.g., brown, white, or other
varieties) would allow for better estimation of
the association between rice intake and arse-
nic exposure in the future. Such information
further could improve our understanding of
the extent to which the DMA in urine results
from the metabolism of inorganic arsenic ver-
sus the excretion of DMA from rice itself;
these two pathways are indistinguishable in
our study.

Third, we likely underestimated rice con-
sumption. The addition of a diverse range
of rice products to processed foods makes it
difficult to accurately assess total rice con-
sumption in the United States. Rice bran,
rice flour, rice starch, and rice syrup are often

added to products, including breakfast cereals
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aimed at children, cereal bars, and gluten-free
products, and these products may contain
arsenic (Jackson et al. 2012). Therefore, our
estimates of the relationship between urinary
arsenic concentrations and rice consumption
are likely to be conservative because of errors
in our estimate of rice consumption itself,
which could have biased our parameter esti-
mates towards the null.

Despite these limitations, our findings sug-
gest that rice is a potential source of arsenic
exposure in U.S. children and highlight the
need to better understand the health conse-
quences of common levels of arsenic exposure
early in life.

REFERENCES

Agusa T, Kunito T, Minh TB, Kim Trang PT, Iwata H, Viet PH,
et al. 2009. Relationship of urinary arsenic metabolites
to intake estimates in residents of the Red River Delta,
Vietnam. Environ Pollut 157(2):396—403.

Amaral AF, Porta M, Silverman DT, Milne RL, Kogevinas M,
Rothman N, et al. 2011. Pancreatic cancer risk and levels
of trace elements. Gut; doi: 10.1136/gutjnl-2011-301086
[Online 19 December 2011].

Aposhian HV, Aposhian MM. 2006. Arsenic toxicology: five
questions. Chem Res Toxicol 19(1):1-15.

Barr DB, Wilder LC, Caudill SP, Gonzalez AJ, Needham LL,
Pirkle JL. 2005. Urinary creatinine concentrations in the
U.S. population: implications for urinary biologic monitor-
ing measurements. Environ Health Perspect 113:192-200.

Bastias JM, Bermudez M, Carrasco J, Espinoza 0, Munoz M,
Galotto MJ, et al. 2010. Determination of dietary intake of
total arsenic, inorganic arsenic and total mercury in the
Chilean school meal program. Food Sci Technol Int
16(5):443-450.

Batista BL, Souza JM, De Souza SS, Barbosa F, Jr. 2011.
Speciation of arsenic in rice and estimation of daily intake
of different arsenic species by Brazilians through rice
consumption. J Hazard Mater 191(1-3):342-348.

Batres-Marquez SP, Jensen HH, Upton J. 2009. Rice consump-
tion in the United States: recent evidence from food con-
sumption surveys. J Am Diet Assoc 109(10):1719-1727.

Bhattacharya P, Jacks GM, Khan AA. 2002. Arsenic in ground-
water of the Bengal delta plain aquifers in Bangladesh.
Bull Environ Cont Toxicol 69:538-545.

Caldwell KL, Jones RL, Verdon CP, Jarrett JM, Caudill SP,
Osterloh JD. 2009. Levels of urinary total and speciated
arsenic in the US population: National Health and Nutrition
Examination Survey 2003-2004. J Expo Sci Environ Epidemiol
19(1):59-68.

Cascio C, Raab A, Jenkins RO, Feldmann J, Meharg AA,
Haris PI. 2011. The impact of a rice based diet on urinary
arsenic. J Environ Monit 13(2):257-265.

Centers for Disease Control and Prevention. 2010. About BMI
for Children and Teens. Available: http://www.cdc.gov/
healthyweight/assessing/bmi/childrens_bmi/about_
childrens_bmi.html [accessed 10 December 2011].

Chen CL, Hsu LI, Chiou HY, Hsueh YM, Chen SY, Wu MM, et al.
2004. Ingested arsenic, cigarette smoking, and lung can-
cer risk: a follow-up study in arseniasis-endemic areas in
Taiwan. JAMA 292(24):2984-2990.

Cleland B, Tsuchiya A, Kalman DA, Dills R, Burbacher TM,
White JW, et al. 2009. Arsenic exposure within the Korean
community (United States) based on dietary behavior and
arsenic levels in hair, urine, air, and water. Environ Health
Perspect 117:632-638.

Cullen WR, Reimer KJ. 1989. Arsenic speciation in the environ-
ment. Chem Rev 89:713-764.

Draper NR, Smith H. 1981. Applied Regression Analysis. 2nd
edition. New York:John Wiley & Sons.

Edmonds J, Francesconi K. 1993. Arsenic in seafoods: human
health aspects and regulations. Mar Pollut Bull 26:665-674.

Ettinger AS, Zota AR, Amarasiriwardena CJ, Hopkins MR,
Schwartz J, Hu H, Wright RO. 2009. Maternal arsenic
exposure and impaired glucose tolerance during preg-
nancy. Environ Health Perspect 117:1059-1064.

European Food Safety Authority. 2009. EFSA Panel on

Contaminants in the Food Chain (CONTAM): Scientific
Opinion on Arsenic in Food. EFSA J 7(10):60-71. Available:
http://www.efsa.europa.eu/en/efsajournal/pub/1351.htm
[accessed 24 August 2012].

Gebel TW. 2002. Arsenic methylation is a process of detoxifi-
cation through accelerated excretion. Int J Hyg Environ
Health 205(6):505-508.

Gilbert-Diamond D, Cottingham KL, Gruber JF, Punshon T,
Sayarath V, Gandolfi AJ, et al. 2011. Rice consumption
contributes to arsenic exposure in US women. Proc Natl
Acad Sci USA 108(51):20656-20660.

Hall MN, Liu X, Slavkovich V, llievski V, Pilsner JR, Alam S,
et al. 2009. Folate, cobalamin, dysteine, homocysteine,
and arsenic metabolism among children in Bangladesh.
Environ Health Perspect 117:825-831.

Hamadani JD, Tofail F, Nermell B, Gardner R, Shiraji S,
Bottai M, et al. 2011. Critical windows of exposure for
arsenic-associated impairment of cognitive function in
pre-school girls and boys: a population-based cohort
study. Int J Epidemiol 40(6):1593—1604.

He Y, Zheng Y. 2010. Assessment of in vivo bioaccessibility of
arsenic in dietary rice by a mass balance approach. Sci
Total Environ 408:1430-1436.

Jackson BP, Taylor VF, Karagas MR, Punshon T, Cottingham KL.
2012. Arsenic, organic foods, and brown rice syrup.
Environ Health Perspect 120:623-626.

Jones MR, Tellez-Plaza M, Sharrett AR, Guallar E, Navas-
Acien A. 2011. Urine arsenic and hypertension in US
adults: the 2003-2008 National Health and Nutrition
Examination Survey. Epidemiology 22(2):153-161.

Karagas MR, Stukel TA, Morris JS, Tosteson TD, Weiss JE,
Spencer SK, et al. 2001. Skin cancer risk in relation to
toenail arsenic concentrations in a US population-based
case-control study. Am J Epidemiol 153(6):559-565.

Karagas MR, Tosteson TD, Blum J, Klaue B, Weiss JE,
Stannard V, et al. 2000. Measurement of low levels of
arsenic exposure: a comparison of water and toenail con-
centrations. Am J Epidemiol 152(1):84-90.

Karagas MR, Tosteson TD, Morris JS, Demidenko E, Mott LA,
Heaney J, et al. 2004. Incidence of transitional cell car-
cinoma of the bladder and arsenic exposure in New
Hampshire. Cancer Causes Control 15(5):465-472.

Leonardi G, Vahter M, Clemens F, Goessler W, Gurzau E,
Hemminki K, et al. 2012. Arsenic and basal cell carcinoma
in areas of Hungary, Romania, and Slovakia: a case—control
study. Environ Health Perspect 120:721-726.

Liaw J, Marshall G, Yuan Y, Ferreccio C, Steinmaus C,
Smith AH. 2008. Increased childhood liver cancer mortal-
ity and arsenic in drinking water in northern Chile. Cancer
Epidemiol Biomarkers Prev 17(8):1982—1987.

Ludvigsson JF, Green PH. 2011. Clinical management of coeliac
disease. J Intern Med 269(6):560-571.

Ma JF, Yamaji N, Mitani N, Xu XY, Su YH, McGrath SP, et al.
2008. Transporters of arsenite in rice and their role in
arsenic accumulation in rice grain. Proc Natl Acad Sci
USA 105(29):9931-9935.

Ma M, Le XC. 1998. Effect of arsenosugar ingestion on urinary
arsenic speciation. Clin Chem 44(3):539-550.

Martorell I, Perello G, Marti-Cid R, Llobet JM, Castell V,
Domingo JL. 2011. Human exposure to arsenic, cadmium,
mercury, and lead from foods in Catalonia, Spain: temporal
trend. Biol Trace Elem Res 142(3):309-322.

Meacher DM, Menzel DB, Dillencourt MD, Bic LF, Schoof RA,
Yost LJ, et al. 2002a. Estimation of multimedia inorganic
arsenic intake in the US population. Hum Ecol Risk Assess
8:1697-1721.

Meacher DM, Menzel DB, Dillencourt MD, Bic LF, Schoof RA,
Yost LJ, et al. 2002b. Estimation of multimedia inorganic
arsenic intake in the US population. Hum Ecol Risk Assess
8(7):1697-1721.

Meharg AA, Williams PN, Adomako E, Lawgali YY, Deacon C,
Villada A, et al. 2009. Geographical variation in total and
inorganic arsenic content of polished (white) rice. Environ
Sci Technol 43(5):1612-1617.

Mitani N, Chiba Y, Yamaji N, Ma JF. 2009. Identification and
characterization of maize and barley Lsi2-like silicon efflux
transporters reveals a distinct silicon uptake system from
thatin rice. Plant Cell 21(7):2133-2142.

Molin M, Ulven SM, Dahl L, Telle-Hansen VH, Holck M,
Skjegstad G, et al. 2011. Humans seem to produce arseno-
betaine and dimethylarsinate after a bolus dose of sea-
food. Environ Res 112:28-39.

Moshfegh AJ, Rhodes DG, Baer DJ, Murayi T, Clemens JC,
Rumpler WV, et al. 2008. The US Department of Agriculture

Environmental Health Perspectives - voLume 120 | Numser 10 | October 2012

Rice consumption and arsenic in children

Automated Multiple-Pass Method reduces bias in the col-
lection of energy intakes. Am J Clin Nutr 88(2):324-332.
Navas-Acien A, Francesconi KA, Silbergeld EK, Guallar E. 2011.
Seafood intake and urine concentrations of total arsenic,
dimethylarsinate and arsenobetaine in the US population.

Environ Res 111(1):110-118.

Navas-Acien A, Silbergeld EK, Pastor-Barriuso R, Guallar E.
2008. Arsenic exposure and prevalence of type 2 diabetes
in US adults. JAMA 300(7):814-822.

NCHS (National Center for Health Statistics). 2004. Laboratory
Procedure Manual: Arsenobetaine, Arsenocholine,
Trimethylarsine Oxide, Monomethylarsonic Acid,
Dimethylarsinic Acid, Arsenous (I11) Acid, Arsenic (V) Acid,
Total Arsenic. Available: http://www.cdc.gov/nchs/data/
nhanes/nhanes_07_08/uas_e_met_arsenic.pdf [accessed
7 December 2011].

NCHS (National Center for Health Statistics). 2005. Analytic and
Reporting Guidelines. The National Health and Nutritional
Examination Survey (NHANES). Hyattsville, MD:National
Center for Health Statistics. Available: http://www.cdc.
gov/nchs/data/nhanes/nhanes_03_04/nhanes_analytic_
guidelines_dec_2005.pdf [accessed 10 December 2011].

NCHS (National Center for Health Statistics). 2009. 2007-2008
Data Documentation, Codebook, and Frequencies. Urinary
Albumin and Urinary Creatinine (ALB_CR_E). Available:
http://www.cdc.gov/nchs/nhanes/nhanes2007-2008/ALB_
CR_E.htm [accessed 20 April 2012].

Norton GJ, Pinson SR, Alexander J, McKay S, Hansen H,
Duan GL, et al. 2012. Variation in grain arsenic assessed
in a diverse panel of rice (Oryza sativa) grown in multiple
sites. New Phytol 193(3):650-664.

Nuckols JR, Freeman LE, Lubin JH, Airola MS, Baris D,
Ayotte JD, et al. 2011. Estimating water supply arsenic
levels in the New England Bladder Cancer Study. Environ
Health Perspect 119:1279-1285.

Orloff K, Mistry K, Metcalf S. 2009. Biomonitoring for environ-
mental exposures to arsenic. J Toxicol Environ Health B
Crit Rev 12(7):509-524.

Rahman A, Persson LA, Nermell B, EI Arifeen S, Ekstrom EC,
Smith AH, et al. 2010. Arsenic exposure and risk of
spontaneous abortion, stillbirth, and infant mortality.
Epidemiology 21(6):797-804.

Rahman A, Vahter M, Ekstrom EC, Persson LA. 2011. Arsenic
exposure in pregnancy increases the risk of lower respi-
ratory tract infection and diarrhea during infancy in
Bangladesh. Environ Health Perspect 119:719-724.

Rahman A, Vahter M, Smith AH, Nermell B, Yunus M,
El Arifeen S, et al. 2009. Arsenic exposure during preg-
nancy and size at birth: a prospective cohort study in
Bangladesh. Am J Epidemiol 169(3):304-312.

Samal AC, Kar S, Bhattacharya P, Santra SC. 2011. Human
exposure to arsenic through foodstuffs cultivated using
arsenic contaminated groundwater in areas of West
Bengal, India. J Environ Sci Health A Tox Hazard Subst
Environ Eng 46(11):1259-1265.

Smith AH, Marshall G, Yuan Y, Ferreccio C, Liaw J, von
Ehrenstein 0, et al. 2006. Increased mortality from lung
cancer and bronchiectasis in young adults after exposure
to arsenic in utero and in early childhood. Environ Health
Perspect 114:1293-1296.

Sohel N, Persson LA, Rahman M, Streatfield PK, Yunus M,
Ekstrom EC, et al. 2009. Arsenic in drinking water and
adult mortality: a population-based cohort study in rural
Bangladesh. Epidemiology 20(6):824-830.

Steinmaus C, Yuan Y, Liaw J, Smith AH. 2009. Low-level popula-
tion exposure to inorganic arsenic in the United States and
diabetes mellitus: a reanalysis. Epidemiology 20(6):807-815.

Tsai SY, Chou HY, The HW, Chen CM, Chen CJ. 2003. The
effects of chronic arsenic exposure from drinking water
on the neurobehavioral development in adolescence.
Neurotoxicology 24(4-5):747-753.

USDA (U.S. Department of Agriculture). 2010. Food Commodity
Intake Database. Available: http://www.ars.usda.gov/
Services/docs.htm?docid=14514 [accessed 10 December
2011].

Vahter M. 2008. Health effects of early life exposure to arsenic.
Basic Clin Pharmacol Toxicol 102(2):204-211.

Vittinghoff E, Glidden DV, Shiboski SC, McCulloch CE. 2005.
Regression Methods in Biostatistics: Linear, Logistic,
Survival, and Repeated Measures Models. New
York:Springer.

von Ehrenstein 0S, Poddar S, Yuan Y, Mazumder DG, Eskenazi B,
Basu A, et al. 2007. Children’s intellectual function in rela-
tion to arsenic exposure. Epidemiology 18(1):44-51.

1423




Davis et al.

Wasserman GA, Liu X, Parvez F, Ahsan H, Factor-Litvak P,
Kline J, et al. 2007. Water arsenic exposure and intel-
lectual function in 6-year-old children in Araihazar,
Bangladesh. Environ Health Perspect 115:285-289.

Wasserman GA, Liu X, Parvez F, Ahsan H, Factor-Litvak P,
van Geen A, et al. 2004. Water arsenic exposure and
children’s intellectual function in Araihazar, Bangladesh.
Environ Health Perspect 112:1329-1333.

Wasserman GA, Liu X, Parvez F, Factor-Litvak P, Ahsan H, Levy D,
etal. 2011. Arsenic and manganese exposure and children’s
intellectual function. Neurotoxicology 32(4):450-457.

Williams PN, Price AH, Raab A, Hossain SA, Feldmann J,

Meharg AA. 2005. Variation in arsenic speciation and
concentration in paddy rice related to dietary exposure.
Environ Sci Technol 39(15):5531-5540.

Williams PN, Raab A, Feldmann J, Meharg AA. 2007. Market
basket survey shows elevated levels of As in south cen-
tral U.S. processed rice compared to California: conse-
quences for human dietary exposure. Environ Sci Technol
41(7):2178-2183.

World Health Organization. 2011. Safety Evaluation of Certain
Contaminants in Food Available: http://whglibdoc.who.
int/publications/2011/9789241660631_eng.pdf [accessed
28 April 2012].

Xue J, Zartarian V, Wang SW, Liu SV, Georgopoulos P. 2010.
Probabilistic modeling of dietary arsenic exposure and
dose and evaluation with 2003-2004 NHANES data.
Environ Health Perspect 118:345-350.

Yorifuji T, Tsuda T, Doi H, Grandjean P. 2011. Cancer excess
after arsenic exposure from contaminated milk powder.
Environ Health Prev Med 16(3):164-170.

Yost IJ, Tao S-H, Egan SK, Barraj LM, Smith KM, Tsuji JS. 2004,
Estimation of dietary intake of inorganic arsenic in US
children. Hum Ecol Risk Assess 10:473-483.

1424

voLuME 120 | NumBer 10 | October 2012 - Environmental Health Perspectives



