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Abstract: The dietary intake of acrylamide (AA) is a health concern, and food is being monitored
worldwide, but the extent of AA exposure from the diet is uncertain. The aim of this review was to
provide an overview of estimated dietary intake. We performed a PubMed search identifying studies
that used dietary questionnaires and recalls to estimate total dietary AA intake. A total of 101 studies
were included, corresponding to 68 original study populations from 26 countries. Questionnaires
were used in 57 studies, dietary recalls were used in 33 studies, and 11 studies used both methods.
The estimated median AA intake ranged from 0.02 to 1.53 µg/kg body weight/day between studies.
Children were represented in 25 studies, and the body-weight-adjusted estimated AA intake was up
to three times higher for children than adults. The majority of studies were from Europe (n = 65),
Asia (n = 17), and the USA (n = 12). Studies from Asia generally estimated lower intakes than studies
from Europe and the USA. Differences in methods undermine direct comparison across studies. The
assessment of AA intake through dietary questionnaires and recalls has limitations. The integration
of these methods with the analysis of validated biomarkers of exposure/internal dose would improve
the accuracy of dietary AA intake exposure estimation. This overview shows that AA exposure is
widespread and the large variation across and within populations shows a potential for reduced
intake among those with the highest exposure.

Keywords: acrylamide; children; diet; epidemiological studies; humans; surveys and questionnaires

1. Introduction

In 2002 it was discovered that acrylamide (AA) forms in foods during heating, espe-
cially in foods rich in carbohydrates [1]. AA forms from sugars and amino acids mainly
through the Maillard reaction that ‘browns’ and affects the taste of food during high-
temperature processing [2,3] (Figure 1). AA is classified as a ‘probable human carcinogen’,
carcinogenicity Group 2A by the International Agency of Research on Cancer (IARC) on
the basis of its genotoxicity and carcinogenicity in rodents [4].
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Figure 1. Sources, formation and factors affecting formation of acrylamide (AA).

Food agencies in the European Union member states [5], Canada [6], the U.S. Food and
Drug Agency (FDA) [7], Australia [8], New Zealand [9], and many other countries monitor
a wide range of foods and drinks for AA, and the highest AA concentrations have been
found in fried potato products and coffee [5,7], but other foods with lower concentrations
that are consumed in higher amounts are also important sources of AA, such as soft bread,
breakfast cereals, sweet bakery products, biscuits, crackers, and crisp bread [5,7,10]. AA
has also been detected in homemade food, as well as in human breast milk [11], infant
milk powder and a range of baby foods [5,10] (Figure 1). The dietary sources of AA vary
between adults, children and infants [5].

The formation of AA depends mostly on the sugars, asparagine and other amino acids
contents of the foods and the cooking temperature and duration, but it is also affected by
storage methods, pH, and moisture content, as well as cooking methods [12–14] (Figure 1).
The concentration of AA can, therefore, vary even within the same kinds of food items
for instance in potato crisps where concentrations range from 0 to almost 2000 µg/kg [5].
European AA monitoring data show a decrease in AA concentrations in potato crisps from
2002 to 2011 [5], but changes in potato crisps AA concentrations were limited between
2007 and 2010, and concentrations in processed cereal-based infants foods have decreased
between 2007 and 2010 [15]. AA concentration in coffee and coffee substitutes have been
found to decrease between 2002 and 2015 [16] but to increase between 2007 and 2010 [15]
and between 2016 and 2018 [16].

The individual dietary intake of AA also depends on dietary habits in terms of recipes,
portion size and frequency of consumption. The overall dietary intake of AA and related
heat-generated exposure, therefore, varies markedly between and within populations and
across time. In 2011, the Joint Expert Committee on Food Additives (JECFA) by the World
Health Organization (WHO) and the Food and Agriculture Organization (FAO) of the
United Nations evaluated the dietary AA intake of children and adults from eight countries
(i.e., Brazil, China, France, Ireland, New Zealand, Norway, Spain, and United Kingdom)
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and reported average national intakes of between 0.2 (Spain) to 1.0 (New Zealand) µg/kg
body weight (bw)/day [17], though regional data on adolescents in Brazil estimated an
average AA intake of only 0.1 µg/kg bw/day [17]. In a previous JECFA report from 2006,
covering 17 countries (i.e., Australia, Belgium, Canada, China, Hong Kong, Czech Republic,
Denmark, France, Germany, the Netherlands, New Zealand, Norway, Sweden, Switzerland,
the United Arab Emirates, the United Kingdom, and the USA), the averages of AA intake
were estimated to range between 0.3 (China, Hong Kong) and 2.0 (Children < 12 years
in the United Arab Emirates) µg/kg bw/day [10]. Relative to their body mass, children
consume a large amount of starchy foods, such as cereal and baked products and it
has been estimated that the dietary AA intake of children is 2-3 times higher compared
to adults [10,17]. In a 2015 report, based on European data, the European Food Safety
Authority (EFSA) estimated average AA intakes as ranging between 0.4 and 1.9 µg/kg
bw/day across all age groups and, in children, the average intake ranged between 0.5 and
1.9 µg/kg bw/day, whereas the average intake among adolescents, adults, the elderly, and
very elderly were between 0.4 and 0.9 µg/kg bw/day [5]. Based on evidence from animal
studies, the EFSA Panel on Contaminants in the Food Chain (CONTAM) agreed with
previous evaluations that AA in food potentially increases the risk of developing cancer for
humans in all age groups, and they noted that the high intake in children is of particular
concern due to their expected longer lifespan ahead and the increased vulnerability during
early life development and growth [5].

To date, the epidemiological evidence on the relationship between dietary intake of
AA and cancer in humans is lacking from most cancer sites, but evidence of association
with kidney cancer is accumulating [18] and increased risk of endometrial and ovarian
cancers has also been suggested in non-smoking women when comparing high versus
low dietary AA intake as defined in the original studies [18]. Studies of the risk of cancer
and other adverse health effects associated with AA intake are challenged by the fact that
the estimation of dietary intake of AA is uncertain [5,19]. Previous reviews on human
dietary AA intake have focused on associations with cancer [19,20] while summarizing
methods and data from 41 epidemiological studies [19]. To the best of our knowledge, the
estimated dietary AA intake levels from total diet across different study populations have
not previously been compiled in a peer reviewed publication. The aim of our review is
thus to summarize the estimated total dietary intake of AA, as assessed through dietary
questionnaire (DQ) and dietary recall/record (DR), and to compare the estimated intake
across age groups and countries, where possible. We, thereby, aim to provide an overview
of total dietary intake of AA across different populations. In addition, we will discuss
existing data gaps, and give future study directions.

2. Methods

Original research publications in which AA intake from total diet in humans was
estimated using DQ, including food frequency questionnaires and/or DR combined with
AA levels from food monitoring, were eligible for our review. Furthermore, we restricted
our review to studies published in peer-reviewed scientific journals. We excluded reviews,
comments, and abstracts, as well as studies published in languages other than English.
Since we were interested in total dietary intake, we also excluded studies evaluating AA
intake following diet interventions and studies on selected meals or food items (e.g., only
bread). Finally, we excluded studies estimating the internal dose of AA through analyses of
biomarkers without reporting the estimated dietary intake of AA. Likewise, studies were
excluded if dietary AA intake was estimated using only duplicate diets, in which AA was
measured in a copy of the food and drinks consumed by the participants, with no data
from DQs or DRs.

2.1. Search Strategy

We performed a systematic literature search on PubMed to identify studies that es-
timated the dietary intake of AA in humans from DQs or DRs. The final search was
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performed on 22 February 2021 and consisted of three facets (Table 1). The search terms
within each facet were separated by an ‘OR’ operator, and the three facets were com-
bined using ‘AND’ operators. We found additional studies through a chain search using
references from the first identified studies and from the most recent report on AA from
EFSA [5].

Table 1. Search strategy.

Facet 1 Facet 2 Facet 3

Acrylamide Humans Diet record
Acrylamides Women Nutrition assessment

Men Surveys and questionnaires
Children Dietary exposure

Adolescents Diet
Adults Feeding Behavior

“Acrylamide Intake” *
* All search words, except for “Acrylamide Intake”, were MeSH terms.

2.2. Selection and Data Collection Process

All abstracts were reviewed by at least one author (C.A.G.T., S.S.M. or M.P.) and those
that were not excluded during the abstract screening were read in full (C.A.G.T., S.S.M. or
M.P.). Studies excluded during the abstract screening or full text screening were reviewed
by at least one additional author (C.A.G.T. or M.P.) to avoid the exclusion of potentially
relevant studies.

For each of the included individual studies, at least one author abstracted information
about the study population, size, geographic location, dietary method, years of dietary
assessment, source or method of obtaining AA levels in foods, as well as the median and
minimum–maximum values of the estimated dietary AA intake, if available. When medians
were not given, we reported mean and standard deviation, geometric mean, medians or
means of quartiles, or means of quintiles (in prioritized order). When minimum–maximum
values were not given, we obtained information about the most extreme percentiles given.
We obtained information about both bw-adjusted and non-bw-adjusted estimates, if given.

2.3. Synthesis Methods

When possible, we presented estimates for dietary AA intake separately for children
and adults, and separately for different countries. However, other subgroups, including
males and females, cases and controls, smokers and non-smokers, were only presented
separately if no joint estimate was given. Medians of the estimated total dietary AA intake
was summarized in bar graphs by countries and in studies also including children by age
groups. When medians were not given, we used means. Separate graphs were created
for bw-adjusted and non-bw-adjusted estimates. However, for studies on children, we
did not present non-bw-adjusted estimates in graphs, as only three studies reported such
estimates. Furthermore, separate graphs were created for studies using (1) DQs and DQs
in combination with DRs; (2) studies using only DRs. When estimates from the same
population were presented in more than one study, we used estimates from only one of the
studies. We prioritized the study that was published first unless a later study covered more
individuals or provided data that were more useful for our synthesis (e.g., joint estimates
instead of gender stratified estimates).

3. Results

Our PubMed search resulted in 238 publications, and additionally 10 publications
were identified through chain search (Figure 2). We excluded 120 studies (i.e., original
publications) in the abstract screening and additionally 26 studies in the full text screening.
We were unable to obtain access to the full text of one study as it was not available online,
and libraries with hard copies were closed due to the COVID-19 lockdown. Thus, a total of
101 studies covering 26 countries were included (Supplementary Table S1).
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Figure 2. Prisma flowchart.

3.1. Demography of Study Populations

The 101 studies included in this review were published between 2003 and 2020. One
study included populations in both the USA, Australia, and Italy, while nine studies
covered populations across European countries. Additionally, 56 studies were from a
European country, 17 were from Asia, 12 were from the USA, and the remaining 6 were
from Australia (n = 1), Iran (n = 1), Turkey (n = 1), Canada (n = 2), and Brazil (n = 1).
Among the European studies, 17 were from the Netherlands, and 14 were from Sweden.
However, many of the studies covered the same populations and, thus, we found data from
three unique populations in the Netherlands and nine in Sweden. In total, the 101 studies
covered 68 unique populations. When a study included populations from several countries,
we counted each country as a population.

Information on intake of food and drinks were collected between years 1976 and
2018 and covered periods up to 5 years, as well as dietary intake up to 20 years back in
time. However, the majority of DQs covered the preceding 1 year, while the majority of
DRs covered the preceding 24–48 h (Supplementary Table S1). The majority of studies
(92/101 corresponding to 61/68 unique populations) were based on data from adults aged
18 years or older, while children (<18 years) were represented in 25 studies (corresponding
to 21 unique populations). Dietary AA intakes for pregnant women were estimated
in six studies (corresponding to three unique populations) from Norway, France and
Japan [21–26]. Not all studies reported the number of individuals included but, based on
the reported data, 1,238,703 individuals were included across 63 study populations, and
among these, 27,598 were children from across 18 study populations.

3.2. Estimated AA Intakes across Countries and Age-Groups

The estimated median dietary AA intake across all studies summarized in Supplemen-
tary Table S1 ranged from 5.9 µg/day among 45–74 year olds in Japan [27] to 45 µg/day in a
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Swedish study where the participants aged 45–73 years were specifically selected to obtain
a wide variation in estimated AA intake [28]. The mean ranged from 6.8 µg/day among
40–69 year olds in Japan [29] to 55.1 µg/day among Iranian 11–17 year olds [30]. When
adjusting for bw, the median ranged from 0.02 µg/kg bw/day among Korean 65–80 year
olds [31] to 1.53 µg/kg bw/day among Iranian 3–10 year olds [30]. The mean ranged from
0.12 µg/kg bw/day among Japanese 60+-year-olds [32] to 1.68 µg/kg bw/day among
Turkish 1 year olds [33]. Several studies estimated the minimum dietary intake of AA to
be zero [34–39], while the same studies found maximum estimated dietary intake up to
261 µg/day [36] and 5.78 µg/kg bw/day [39]. The highest bw-adjusted estimated dietary
intake (6.41 µg/kg bw/day) was found among Turkish toddlers [33]. Thus, large variation
in estimated dietary AA intake was seen within studies. In comparison to the variation
within each study a smaller variation was seen between studies within the same country,
e.g., Sweden, Norway, the USA and Japan (Figures 3–5). The studies that deviated the most
from the country average/median, were based on selected groups, e.g., pregnant Japanese
women [25] had higher estimated AA intake (mean 19.6 µg/day and 0.34 µg/kg bw/day)
than the estimated intake of AA of the general Japanese population (Figures 5 and 6), and
Swedish hospital patients (mean AA intake: 44.5 µg/day and 0.56 µg/kg bw/day) [40]
as well as Swedish participants that were selected with the specific aim of obtaining high
intake variation (median AA intake: 45 µg/day) [28] had higher estimated AA intake than
the general Swedish population (Figures 3 and 4).

Generally, populations from Asia had lower estimated median/mean intakes com-
pared to Europeans and Americans. Estimated intakes among Americans were slightly
lower than those among Europeans (Figures 3–6). Only one study used estimated dietary
AA intake data from both Europe and the USA, and they showed higher median intake
among Italian (28.2 µg/day) compared to American (up to 23.1 µg/day) pancreatic cancer
cases and controls [41].

All except one study on children estimated AA intake per kg bw. Children had esti-
mated dietary AA intakes (per kg bw) that were up to three times higher than adults [30,42],
and estimated dietary AA intake was generally inversely associated with age, so that
elderlies had the lowest estimated intake and the youngest children had the highest es-
timated intake (Figures 7 and 8). However, there were a few exceptions. For instance,
one study reported that Norwegian children had lower estimated bw-adjusted dietary
AA intake compared to adults [43] (Figure 8). Furthermore, the estimated dietary AA
intake (per kg bw) among German infants (0.19 µg/kg bw/day) were lower than among
1–6-year olds (0.31 µg/kg bw/day) but comparable to the intake among 7–18 year olds
(0.20 µg/kg bw/day) [44], and Finnish 1 year olds had lower estimated AA intakes (ap-
proximately 0.4 µg/kg bw/day) compared to 3 year olds (1.01 µg/kg bw/day) [45]. In
contrast, Korean infants up to 2 years of age were found to have similar median AA
intake (0.12 µg/kg bw/day) to the 3–6 year olds (0.11 µg/kg bw/day) [46], and Turk-
ish 1 year olds had higher mean AA intake compared to 1.5–3 year olds [33]. A study
from the USA also reported that infants below 2 years of age had higher mean AA
intake (1.42 µg/kg bw/day) as compared to the rest of the population >2 years of age
(0.36 µg/kg bw/day) [47] (Figure 8).



Toxics 2021, 9, 155 7 of 24Toxics 2021, 9, x FOR PEER REVIEW  7  of  27 
 

 Figure 3. Median/mean estimated daily acrylamide intake per kg body weight (µg/kg bw/day), based on dietary
questionnaire or both dietary questionnaire and dietary recall, by country.



Toxics 2021, 9, 155 8 of 24Toxics 2021, 9, x FOR PEER REVIEW  9  of  27 
 

 Figure 4. Median/mean estimated daily acrylamide intake (µg/day), based on dietary questionnaire or both dietary
questionnaire and dietary recall, by country.



Toxics 2021, 9, 155 9 of 24

Toxics 2021, 9, x FOR PEER REVIEW  10  of  27 
 

Figure  4. Median/mean  estimated  daily  acrylamide  intake  (μg/day),  based  on  dietary  questionnaire  or  both  dietary 

questionnaire and dietary recall, by country. 

 

Figure 5. Median/mean estimated daily acrylamide intake per kg body weight (μg/kg bw/day), based on dietary recall, by 

country. 

Figure 5. Median/mean estimated daily acrylamide intake per kg body weight (µg/kg bw/day), based on dietary recall,
by country.



Toxics 2021, 9, 155 10 of 24
Toxics 2021, 9, x FOR PEER REVIEW  11  of  27 
 

 

Figure 6. Median/mean estimated daily acrylamide intake (μg/day), based on dietary recall by country. 

Generally,  populations  from  Asia  had  lower  estimated  median/mean  intakes 

compared  to  Europeans  and  Americans.  Estimated  intakes  among  Americans  were 

slightly lower than those among Europeans (Figures 3–6). Only one study used estimated 

dietary AA intake data from both Europe and the USA, and they showed higher median 

intake among Italian (28.2 μg/day) compared to American (up to 23.1 μg/day) pancreatic 

cancer cases and controls [41]. 

All  except  one  study  on  children  estimated AA  intake  per  kg  bw. Children  had 

estimated dietary AA intakes (per kg bw) that were up to three times higher than adults 

[30,42], and estimated dietary AA intake was generally inversely associated with age, so 

that elderlies had the lowest estimated intake and the youngest children had the highest 

estimated intake (Figures 7 and 8). However, there were a few exceptions. For instance, 

one study reported that Norwegian children had lower estimated bw‐adjusted dietary AA 

intake compared to adults [43] (Figure 8). Furthermore, the estimated dietary AA intake 

(per kg bw) among German infants (0.19 μg/kg bw/day) were lower than among 1–6‐year 

olds (0.31 μg/kg bw/day) but comparable to the intake among 7–18 year olds (0.20 μg/kg 

bw/day) [44], and Finnish 1 year olds had lower estimated AA intakes (approximately 0.4 

μg/kg bw/day)  compared  to 3 year olds  (1.01  μg/kg bw/day)  [45].  In  contrast, Korean 

infants up  to 2 years of age were  found  to have similar median AA  intake (0.12 μg/kg 

bw/day) to the 3–6 year olds (0.11 μg/kg bw/day) [46], and Turkish 1 year olds had higher 

mean AA intake compared to 1.5–3 year olds [33]. A study from the USA also reported 

that  infants below 2 years of age had higher mean AA  intake  (1.42  μg/kg bw/day) as 

compared to the rest of the population >2 years of age (0.36 μg/kg bw/day) [47] (Figure 8). 

Figure 6. Median/mean estimated daily acrylamide intake (µg/day), based on dietary recall by country.

Toxics 2021, 9, x FOR PEER REVIEW  12  of  27 
 

 

Figure  7. Median/mean  estimated  daily  acrylamide  intake  per  kg  body  weight  (μg/kg  bw/day),  based  on  dietary 

questionnaire or both dietary questionnaire and dietary recall in studies including children by country. 

Figure 7. Median/mean estimated daily acrylamide intake per kg body weight (µg/kg bw/day), based on dietary
questionnaire or both dietary questionnaire and dietary recall in studies including children by country.



Toxics 2021, 9, 155 11 of 24Toxics 2021, 9, x FOR PEER REVIEW  13  of  27 
 

 Figure 8. Median/mean estimated daily acrylamide intake per kg body weight (µg/kg bw/day) based on dietary recall in
studies including children, by country. * Dybing et al., 2003 [43] estimated AA intake in adults using DQ.
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Only three studies provided estimated intakes that were not adjusted for bw. One of
these studies reported that Polish 1–6 year olds had lower estimated AA intake (13.2 µg/day)
than adults (23.1 µg/day), whereas 7–18 year olds had almost the same intake as adults
(23.3 µg/day) [48]. An Australian study estimated that 2–6 year olds had slightly lower
estimated AA intake (19 µg/day) than the total population (22 µg/day) [49], and the last
study reported that Iranian 3–10 year olds had almost the same intake (43.9 µg/day) as
18–60 year olds (44.8 µg/day), whereas 11–17 year olds had higher estimated intakes than
all other age groups (55.1 µg/day) [30].

3.3. Dietary Assessment Methods

DQs were used in 57 studies and DRs were used in 33 studies; one study used DQs for
adults and DRs for children [43], six studies (five unique populations) compared the two
methods, and four studies (three unique populations) combined the two methods. In the
four studies that combined the two methods, one used a DQ, covering the past year, and
derived information about portion size from a 24 h DR [50], whereas the other three studies
did not describe the combination methods in detail [28,51,52]. In the five populations
in which separate estimates of dietary AA intake based on DQ and DR were provided,
two had higher estimates when using DQ compared to DR among adults (DQ vs. DQ
median, P99: 0.48, 1.83 vs. 0.41, 1.36 µg/kg bw/day [26] and DQ vs. DR geometric mean,
P10-P90: 24.7, 11.6–50.4 vs. 21.8, 7.1–59.5 µg/day [53]), two found lower estimates and less
variance when using DQ compared to DR among adults (DQ vs. DR median, min-max:
0.11, 0.05–0.26 vs. 0.18, 0.06–0.71 µg/kg bw/day [54]) and adolescents (DQ vs. DR median,
min–max: 0.17, 0.02–0.08 vs. 0.29, 0.00–5.78 µg/kg bw/day [39,55] and one found similar
results using the two methods [27]. Most studies evaluated dietary habits based on single
dietary assessments but a few used two repeated non-consecutive DRs [51,56] or DQs both
before pregnancy and in the third trimester [24].

4. Discussion

We reviewed 101 studies, covering more than 1,238,703 individuals, including
27,598 children from 70 different populations, and found that the central estimates of
dietary AA intake ranged from a median of 0.02 µg/kg bw/day among Korean 65–80 year
olds [31] to a mean of 1.68 µg/kg bw/day among Turkish 1 year olds [33]. The lowest cen-
tral estimate of dietary AA intake in our review is, thus, lower than the 0.1 µg/kg bw/day
among Brazilian 11–17 year olds [57], reported as the lowest central estimate in 2011 by
JECFA [17], and lower than the 0.4 µg/kg bw/day, which EFSA found among German
adolescents and among adults from several European countries [5]. The highest central
estimates of dietary AA intake in our review is also lower than the 2.0 µg/kg bw/day
among children from the United Arab Emirates reported as the highest central estimate
by JECFA in 2006 [10], and it is lower than the 1.9 µg/kg bw/day found among Belgian
toddlers by EFSA [5]. The data on children from the United Arab Emirates and Belgium
were not included in our review because, to our knowledge, these results have not been
published in peer-reviewed papers. A number of countries have published data on di-
etary AA intake in national reports. Thus, the Norwegian Panel on Contaminants of the
Norwegian Scientific Committee for Food Safety carried out an AA exposure assessment
among 1635 1 year olds and found a mean (P95) intake of 0.9 (1.6) µg/kg bw/day [58],
which is higher than previously found among older Norwegian children [43]. In a Danish
report, children were found to have a mean (P95) estimated dietary AA intake of 0.21
(0.46) µg/kg bw/day while it was 0.39 (0.89) µg/kg bw/day among adults [59], which is,
in contrast to most of the studies included in our review, illustrating higher estimated AA
intake with lower age. Based on national data from New Zealand, the mean estimated
dietary AA intake ranged from 0.72 µg/kg bw/day among women of 25 years or older
to 2.22 µg/kg bw/day among 5–6 year olds, while toddlers had estimated intakes compa-
rable to the 5–6 year olds (2.21 µg/kg bw/day), and infants had slightly lower estimated
intakes (1.77 µg/kg bw/day) [9]. Thus, the New Zealand children had higher estimated
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intakes than any age group in any study population included in our review as well as in
the reports by JECFA and EFSA [5,10,17].

4.1. Country-Specific Differences in AA Intake and Food Groups Contributing to the Total AA Intake

Based on the studies included in this review, European studies generally had higher
estimated dietary intakes of AA than populations in other parts of the world, especially
compared to studies from Asia that reported the lowest mean/median estimates of AA
from diet, which might partly be explained by differences in study designs and methods
used but might also reflect real differences in the dietary habits. Among Americans above
the age of two, the main contributors to AA intake were breakfast cereal, French fries,
potato chips, cookies, crackers and coffee [47]. In Swedish adults, the major sources of
dietary AA were found to be crisp bread, coffee, fried potatoes, and other bread [40,60,61],
and in Finnish adults it was coffee, starch-rich casseroles, rye bread and biscuits [45].
Likewise, coffee was the most important contributor to AA intake in women from the
Netherlands, followed by Dutch spiced cake, French fries, potato crisps, and cookies [62],
and in Italian and French adults, the main contributors were fried/baked potatoes/chips,
coffee, biscuits, and bread [63,64]. Likewise, coffee, biscuits, and potatoes have been found
to be main contributors of dietary AA among Japanese adults, but other vegetables, meat,
and green tea were also important contributors [29,65], and in Chinese adults, vegetables
and cereals accounted for the majority of the dietary AA intake [66]. It could be that the
lower estimated AA intake among the Asian study populations compared to the European
study populations reflect that these Asian populations consumed less coffee, potato crisps,
soft breads and biscuits compared to other food products such as tea and raw foods.
Furthermore, they might eat relatively more foods cooked in a way that results in lower
AA formation, such as steaming instead of baking. However, due to differences in methods
used to assess dietary intake, direct comparison between studies is uncertain. Thus, further
studies using the same methods in populations with different food cultures are needed to
compare dietary AA intakes across populations from different countries.

Most studies that report on the specific groups contributing to AA intake found that
potato crisps, fried potatoes and other potato products only contribute to half or less
than half of the total AA intake, and that other food items, such as breads and breakfast
cereals, that are generally considered to be healthier, are also major contributors to AA
intake [40,45,47,60,61,66]. These results illustrate that AA intake from the diet is not driven
only by unhealthy foods, but also by foods that are considered as being healthy. Thus,
AA intake can be associated with high fiber and essential micronutrient content, but
also with ‘junk food’ and ‘highly processed fast food’ with high salt and fat content, as
well as other unhealthy dietary patterns, such as low intake of healthy foods. Likewise,
AA intake can be associated with other unhealthy lifestyle factors, low socio-economic
status, and environmental stressors. Furthermore, factors associated with AA intake,
such as consumption of fruits, vegetables, and garlic, alcohol intake, smoking, and low
socioeconomic class may interact with AA intake/exposure, as well as providing protective
as well as synergistic effects. The differences in food contributions within and across
populations, e.g., the high crispbread contribution to total AA intake in Norway [26], make
the evaluation of potential confounding and effect modification of any adverse health
effects of AA by other dietary intake complex. This stresses the importance of conducting
epidemiological studies of the potential adverse health effects of dietary exposure to AA, as
experimental studies often rely on adding pure AA to water or food. Thus, the extrapolation
of findings from experimental studies do not capture the complexity of human diet.

4.2. Age-Related Differences in AA Intake and Food Groups Contributing to the Total AA Intake

As JECFA [10,17] and EFSA [5], we found that young children were more exposed
than adults, which is partly explained by their smaller body size and higher food intake
compared to bw, and partly by their dietary preferences. Even in studies that did not adjust
for bw, the estimated dietary intake among children and adolescents was similar to the
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intake among adults, indicating that children and adolescents consume more foods with
high levels of AA. Though children likely consume, for instance, less coffee, which is often
a main contributor to the total dietary AA exposure for adults, the consumption of, e.g.,
certain breakfast cereals and crackers may be more common in children than adults in
some populations [67]. Bread, pastries, and potato products have been identified as the
main contributors of AA among German children [44]. In Japanese children, the main
dietary sources of AA were confectionaries, other snacks, vegetables, potatoes, starches,
and cereal [32,68], and potatoes contributed more to the total AA intake in children aged
1–6 years (40%) compared to elderly (9%), whereas other vegetables contributed more
among elderly (25%) compared to the children (15%) [32].

AA and other Maillard reaction compounds have also been detected in infant milk
powder, as well as in breast milk, homemade baby food and commercial baby food, such
as vegetable purée and crackers [44,69–71], and the EFSA found jarred baby food and
follow-on formula to be the main contributors to total AA intake in infants [5]. Only one
study in our review provided separate AA estimates for infants younger than 1 year and
found lower estimated median dietary AA intake in German infants (0.19 µg/kg bw/day)
compared to 1–6 year olds (0.31 µg/kg bw/day) [44]. Likewise, a French total diet study
among non-breastfed infants aged 1–4, 5–6, 7–12, and 13–36 months found mean AA intakes
between 0.51 (1–4 months) and 0.74 (13–36 months) µg/kg bw/day, when replacing values
below LOD with the LOD and values below LOQ with the LOQ [72]. Thus, the French
infants had lower estimated AA intakes than the French 3–10 year olds included in this
review [73]. Furthermore, an Estonian study has estimated AA intake among infants from
commercial baby foods alone and found mean AA intakes of 0.15 µg/kg bw/day among
4–5 month olds and 0.65 µg/kg bw/day among 6–11-month-old infants [71]. As most
infants rely mainly on breastfeeding in the first months of life, their dietary intake of AA
may be difficult to capture using DQs and DRs alone. However, a Swedish study measured
AA directly in breastmilk and estimated that the mean AA intake among exclusively
breastfed infants aged 0–6 months was 0.04 µg/kg bw/day, and the mean AA intake in the
whole first year was 0.04–1.2 µg/kg bw/day, depending on the length of breast-feeding
and the choice of baby food [69].

4.3. DQs Compared to DRs

In our review we did not observe systematic differences between AA estimates ob-
tained based on DQs and DRs when we compared the estimates in the studies that relied
on both methods. One study calculated no difference in estimated dietary AA intake [27],
while most studies calculated lower [39,54,55], and the others higher [26,53] estimated
dietary AA intake when using DQs compared to DRs. The EPIC study, which relied on
510 adults enrolled in different cohorts located in nine European countries, has reported
a low correlation between AA intake calculated from DQs and a 24 h DR [53]. DQs are
the most feasible methods to obtain detailed information on dietary habits over a long
period for a large number of people. However, due to the length constrains of DQs, specific
questions on portion sizes, preparation and cooking methods, as well as changes in intake
over time are often left out. Thus, DQs are not typically designed to, and thus cannot
effectively, estimate precise daily intakes of AA or any other foodborne contaminant at
an individual level. On a population level, however, the DQs can be used to rank the
participants into differential levels of intake. Another potential limitation, related to DQs
covering a long period of time, or asking about dietary habits earlier in life, is the potential
for recall bias and the impaired recollection of actual dietary habits, e.g., it has previously
been found that overweight individuals are more likely to under-report their energy in-
take [74,75]. In contrast, a limitation of DRs is that they often cover only short-term intake
and thus do not capture dietary habits over long periods. Furthermore, it is very labor
intense for both participants and researchers to process the data if the participants are
asked to consecutively report when, and how much, they eat and drink for several days
and how the food was cooked, at which temperature and for how long, etc. However, a
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Finnish study on children and adults did take food preparation into account [45], which
helps improve precision to some extent.

4.4. Limitations of DQs and DRs for Studies Estimating Total Dietary AA Intake

Most studies estimating dietary AA intake used data on the individual consump-
tion of foods and drinks that were not specifically collected with the purpose of estimat-
ing AA, but for general purposes of the collection of overall dietary habits (Supplemen-
tary Table S1). A few studies used photographs or picture books to estimate portion
sizes [24,28,35,42,48,73,76–79], while most studies had to rely on assumptions on standard
portion sizes for the calculation of individual daily consumption. Likewise, most studies
used standard assumptions about composition of the foods. For home-cooked mixed meals,
the composition of foods might considerably vary, and thus the exact amounts of each
component, e.g., flour or potatoes are difficult to estimate based on standard DQs and
DRs [80]. Furthermore, when using DQs and DRs to estimate the dietary intake of AA, the
estimates will depend on the assumptions of AA concentrations in the foods and drinks
consumed. These concentrations vary across countries and regions [5], and the use of local
food monitoring data, as compared to international data, will thus provide more precise
estimates of the dietary intake of AA. Most of the studies included in this review relied on
AA concentrations, measured nationally or even regionally [23,24,63,73], but some studies
used AA estimates in food, based on international data [36,53,64,76,81–87]. Many studies
have used AA levels in food from previous research or national reports, while others con-
ducted their own AA analyses of food items using LC/MS [73], LC/MS/MS [46,47,57,66],
HPLC/MS/MS [31], UPLC/MS/MS [88], GC/MS [30,33], or GC/MS/MS [48]. GC/MS
and LC/MS show good agreement and are both accurate in measuring AA [89]. However,
even when using appropriate analytical methods and measuring AA in local foods, the AA
concentrations may vary within the same kinds of foods. For instance, the AA concentra-
tions in dry coffee can vary from 0 to 1115 µg/kg, based on the composition of the coffee,
as well as the roasting of the coffee beans, and the concentration in the consumed coffee
also depends on the preparation of the coffee [90]. Likewise, according to European data
compiled by EFSA, the concentration of AA in potato chips, also called French fries, varies
from 14.5 to 1888 µg/kg for fried, fresh or pre-cooked, analyzed as sold [5], as the con-
centration of AA depends on concentrations of asparagine, fructose and other precursors,
storage, and cooking methods. The variation in the actual frying temperature contributed
most to the variation in AA concentrations, followed by the variation in actual frying time
while no obvious effect of reducing sugars was found [91]. Similarly, for soft breads the
AA concentration varies from 0 to 203 µg/kg before toasting [5], and in biscuits, crackers
and crispbreads the AA concentration varies from 0 to 1600 µg/kg, again depending on
composition, types of crops, storage and cooking methods [12–14], which adds imprecision
to the use of DQs and DRs in assessing dietary AA intake, as detailed information on
origin, brands and cooking methods are seldom available. Furthermore, the use of proba-
bilistic methods, in which the concentration range within the same food items is utilized by
modeling the intake based on the distribution of AA levels [92], can improve the validity
of the dietary assessment methods. Other studies multiplied the consumption data with
the median or mean levels of AA concentrations in foods and drinks. When conducting
epidemiological studies, examining health effects or the disease burden of dietary intake of
AA, it is recommended to also conduct sensitivity analyses using the 95th percentiles to
identify dietary intake in a worst-case scenario.

Another limitation is that DQs and the software used to estimate consumption data
may have grouped multiple foods that have different AA concentrations, and the DQs may
also lack questions about some foods containing AA. For instance, AA can be detected in
drinking water [93] and cow milk [94] and, although these concentrations are generally
low, there could be foods and drinks that contribute to AA intake that are ignored.

Future studies of AA intake from diet could benefit from more detailed consumption
data collected from DQs and DRs with a higher degree of details about food preparation
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methods, browning, and portion sizes. New methods of collecting data through smart
phone or tablets, such as photos of foods, are encouraged to better capture variation in
food preparation.

An additional limitation relates to the fact that most studies relied on the assessment
of dietary habits only once, and variation over time has not been considered. A Norwegian
study evaluated the AA intake of pregnant women and their children at 3 and 7 years of
age but did not report the estimated AA intake among the children [22]. A recent Japanese
study, evaluating the AA intake twice within one year using a combination of DQ and
12 days DR, reported that the ratios of intra- and inter-individual variation were 3.2 for
men and 4.3 for women [95]. Preferably, future studies of adverse health outcomes that
have a long latent time, such as cancer, would benefit from consumption data collection
using DQs that covers long-term food habits that are assessed multiple times to evaluate
intra-individual variation over time.

4.5. DQs and DRs Compared to Other Methods of Estimating Dietary AA Intake

Using DQs and DRs to obtain information on the individual consumption of different
foods and drinks, combined with measured AA levels in local foods, is a cheaper method
of estimating the total dietary intake of AA, as compared to measurements of AA concen-
trations in foods and drinks, as done in duplicate diet studies or analyses of biomarkers in
urine or blood. In duplicate diet studies, AA is measured in duplicate portions of all foods
and drinks consumed by the study participants. This method is more precise in estimating
the dietary intake of AA, compared to DQs and DRs, but the use of duplicate diets is only
feasible over a relatively short time period and, even so, it is much more expensive than
DQs and DRs. Thus, duplicate diet studies are not practical when covering dietary habits
over longer time periods in large study populations. In a Dutch study validating an AA
database (n = 122), a very strong (r = 0.82) correlation was found between estimated dietary
AA intake, as assessed by duplicate diet and DR, where both the duplicate diet and the DR
covered 24 h [96]. Thus, DRs may be a good and cheaper alternative to analyses of duplicate
diets for the estimation of AA intake. However, duplicate diet studies may be useful to
estimate the precise intake of AA for a small number of individuals at an individual level.
Such precise estimates are useful for linkage with biomarkers of early health effects to
better understand the biological pathways underlying the toxicity of dietary AA intake
and interactions with other dietary intakes, that can interact with the bio-activation and
metabolism of AA, such as alcohol [97] and garlic [98,99].

For the evaluation of internal AA exposure, the urinary analysis of biomarkers of
AA and related metabolites can provide an alternative method to estimate AA from all
sources, and when combined with analysis of biomarkers specific to exposure to tobacco
smoke, as well as data on dietary habits, it is possible to estimate the AA intake from
the diet. Urinary biomarkers has been used to provide a snapshot of exposure over the
previous day from diet in a hand-full of studies with humans, and among Norwegian
pregnant women (n = 119) weak positive correlations (r = 0.19–0.34) were found between
the amount of AA excreted in urine as mercapturic acid metabolites and total AA intake,
as assessed by DQ and DR, with the correlations being strongest after bw adjustment [26].
Furthermore, among employees at the Norwegian Institute of Public Health (n = 53), the
urinary excretion of AA metabolites was weakly moderately correlated (r = 0.35–0.57) with
the intake of aspartic acid, protein, starch and coffee, as assessed by a 24 h DR [78], but not
correlated with the concentration of hemoglobin (Hb) adducts of AA [100].

Analyses of Hb adducts from AA can provide an indication of the internal dose of
AA and related exposures accumulated in the blood during the last 4 months [101]. More
than 70 studies have evaluated Hb adducts from AA in humans and the large number
of studies demonstrates that it is feasible to integrate this biomarker in epidemiological
studies [102]. The correlation between total dietary AA intake and Hb adducts from AA
has been reported to be none-to-low in some studies [53,100,103,104], while moderate
correlations up to 0.39 [21,28,40,52,105] have been reported in other studies. Individual



Toxics 2021, 9, 155 17 of 24

food and drink groups that are rich in AA have also been positively associated with Hb
adduct levels in almost all studies reporting on diet but, compared to exposure to tobacco
smoking, the correlations were weaker and less consistent across studies [102]. In a study
from Sweden, the dietary AA explained 13% of the variation of the Hb adducts from AA
in non-smokers and 25% in smokers, while 32% was explained by diet and smoking [28].
In a National Health and Nutrition Examination Survey (NHANES) study from the USA,
which included children, adolescents, adults and seniors, the estimated AA intake from
DRs [106] and a combination of DRs and DQs [50] have been associated with higher Hb
adduct levels from AA. In this population, 34% [106] and 46% [50] of the variability in the
Hb adduct levels from AA was explained by the estimated AA intake and the covariates in
the models [50,106]. In a study of Canadian teenagers, a total AA intake, estimated through
a DQ covering the months before blood donation, was associated with higher Hb adducts
from AA, while no association was observed for the intake of dietary AA based on the diet
two days before [55].

In addition to being able to measure the individual exposure, uptake and absorption
of AA through analyses of internal dose more accurately, the inter-individual differences of
AA metabolism that may be attributed to the activity and/or genetic polymorphisms of
metabolic enzymes in individuals with different race, gender, age, smoking, dietary and
alcohol status are taken into account when biomarkers of AA are analyzed [107]. Ideally, to
better evaluate variation in the biomarkers of the internal AA such as Hb adducts from
AA related to diet, simultaneously measurement of Hb adducts specific to smoking, e.g.,
ethylene oxide [108], and comprehensive analyses of diet is recommended.

The within-individual variation in background Hb adducts levels of AA has shown
a relatively good agreement (correlation coefficient of 0.8) for blood samples collected
1–3 years apart (n = 45) [105]. A Swedish study of Hb adducts from AA measured three
times in blood collected every 8 months over 20 months in 13 non-smokers found that the
Hb adducts differed more between individuals (six-fold) than within the samples from
the same individuals (two-fold) [52]. The variation in AA intake between individuals was
larger when estimated from DQs than from Hb adduct levels indicating that it is more
difficult to rank individuals at group levels according to AA intake based on DQs alone.
It is, therefore, recommended that results from analyses of Hb adducts are integrated in
the assessment of AA intake derived from well-designed DQs and well-characterized AA
concentrations in food.

Analyses of biomarkers are costly and not feasible for very large study populations. In
contrast, DQs and DRs allow estimation of AA intake for large study populations, which is
needed in epidemiological studies assessing small increases in risk. Such epidemiological
studies are needed as the extrapolation of findings of adverse effects of AA observed in
animal studies is uncertain.

4.6. Limitations to Our Review

In this review we included all peer-reviewed scientific publications indexed by
PubMed, in which AA intake was assessed from individual consumption data through
DQs or DRs. We have not systematically reviewed all data available from national reports
and non-peer-reviewed publications, but we included estimates available online from
reports written in English in the discussion.

It should be noted that the reviewed studies consist of study populations that are not
fully representative of the general population. Many of the studies consisted of individuals
that are eligible and willing to participate in cohort studies and, although most of the
cohorts were population based, selection bias cannot be ruled out. Some studies involved
hospital patients [40,64,81], pregnant women [21,24,25] elderlies [29,109–111], and some
were limited to employees at certain institutions [78] or individuals selected due to a
high intake of food that is rich in AA [28]. Hospitalized patients are likely to have less
homemade food and a different consumption compared to at home without disease, and
pregnant women may have a lower intake of for instance coffee as compared to women in
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general [26]. Cohort studies that require the participants to complete long questionnaires
may have an underrepresentation of individuals with less resources, and these individuals
may have a different diet and higher AA exposure. However, although selection bias could
be an issue in epidemiological studies evaluating the associations between dietary AA
intake and health effects, the exposure misclassification of AA intake from the diet is a
much greater concern of bias.

The number of food and drink items and the levels of details in the dietary meth-
ods varied markedly from study to study. Some studies included AA values for meat-
balls [34,45,60,112], sausages [34], and peanut butter [62,113], while others did not take
these into account. Furthermore, the individual consumption data used in the different
studies covered periods from 1976 [114,115] to 2018 [30], and the central estimates and
measures of variance reported were not the same across all studies. Some studies reported
both means and medians and found that the two central estimates were fairly close [116],
while others showed large differences between means and medians [48].

All of these differences across studies makes the comparisons uncertain, but despite
the limitations, we found that the variation across studies within the same country was
relatively limited (Figures 2–5), and studies that did deviate were most often studies
performed on highly selected groups.

4.7. Perspectives

In the past 20 years, following the discovery of AA formation in a range of commonly
consumed foods and drinks more than 100 studies on estimated dietary intake of AA has
been published. A similar impressive number of experimental studies, method devel-
opment studies and risk assessments have been performed across the world and large
amounts of resources are also being spent on monitoring AA in foods and drinks as well as
taking actions towards reducing AA concentrations in foods and drinks and controlling
that these mitigations are taken. Nevertheless, as for now, it remains unknown if the dietary
intake of AA affects human health or not, and it is impossible to say what level of dietary
AA intake can be deemed safe, if any, as the assessment of AA from diet is uncertain.

AA is neurotoxic in animals and in humans, following occupational exposures [117–120],
and dietary AA intake has been associated with a mild cognitive decline over a four-year
period in non-smoking Chinese, elderly men, but not in women [109]. Furthermore AA
crosses the human placenta [121], and the maternal intake of AA during pregnancy has
been associated with restriction of intrauterine growth indicated by low birth weight,
small-for-gestational age, and reduced birth head circumference [21,23,25,122]. Adverse
effects on reproduction, growth and development including neurodevelopmental effects
have been observed after gestational AA exposure in rodents, but the adverse effects of
AA from the diet on the developing brain has, to our knowledge, not yet been studied
in humans [120,123]. To date, the majority of epidemiological studies have focused on
AA intake during adulthood and the potential link with cancer [5]. Studies of exposure
during prenatal life and early infanthood are sparse, and more data are needed to elucidate
the dietary AA intake in these vulnerable groups. Studies of other health effects than
cancer are also needed, and studies of the health effects of exposure to AA from diet during
critical windows of development and growth, such as during early life and puberty, are
encouraged. In order to identify the associations with health outcomes, exposure to AA
during the critical windows for these outcomes needs to be studied, and future dietary AA
studies should focus on covering critical windows of exposure and vulnerability, as well as
a broader range of outcomes. There is, especially, an urgent need for further research to
elucidate whether dietary AA intake during early life might impair neurodevelopment,
adversely affect neuro-function postnatally, and cause poor mental health and other adverse
health effects later in life in humans.
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5. Conclusions

Well-designed DQs and DRs are valuable methods to obtain information on individual
dietary habits of large populations and linkage with well characterized AA food monitoring
data can enable estimation of dietary AA intake in large study populations. The results of
our review of the peer-reviewed studies on AA from total diet illustrate that these methods
are capable of detecting variation between individuals and populations. Study populations
of young children have relatively higher AA intakes per kg bw compared to adolescents
and adults. The results suggest that the AA intake of individuals from European countries
is higher than those elsewhere; however, the estimation of the AA intake is uncertain
and the methodological differences between the studies hinder the direct comparison
of AA intake between studies. It is, therefore, recommended that results from analyses
of Hb adducts and information about the specific dietary patterns of foods and drinks
contributing to AA are integrated into the assessment of AA intake derived from well-
designed DQs or DRs, and validated AA food monitoring data. Dietary questionnaires can
be used for a large population and provide information about dietary factors that might
interact with the AA exposure, while the more expensive Hb adducts could be used for a
subgroup within the population to provide more precise information about the effective
dose of AA.

In conclusion, this overview shows that AA exposure is widespread, and that children
are generally more exposed than adults, relative to their bodyweight. However, the large
variation in estimated AA intake, across and within populations, highlights the potential
for reduced AA intake among the highest exposed individuals.
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390/toxics9070155/s1, Table S1: Characteristics of the individual studies that evaluates total dietary
intake of acrylamide (AA).

Author Contributions: Conceptualization, M.P.; methodology, M.P.; validation, M.P.; formal analysis,
C.A.G.T.; investigation, C.A.G.T., S.S.M., M.P.; data curation, C.A.G.T., S.S.M., M.P.; writing—original
draft preparation, C.A.G.T., M.P.; writing—review and editing, S.S.M., M.K., A.A.B., M.T., A.L.B.;
visualization, C.A.G.T.; supervision, M.P.; project administration, M.P.; funding acquisition, M.P. All
authors have read and agreed to the published version of the manuscript.

Funding: This manuscript has been prepared as part of the CHIPS project which is funded by the
European Research Council (ERC) under the European Union’s Horizon 2020 research and innovation
programme (grant agreement No. 758151).

Institutional Review Board Statement: Not applicable.

Informed Consent Statement: Not applicable.

Data Availability Statement: All results in this review are based on data obtained from the original
peer reviewed publications referenced in the manuscript.

Conflicts of Interest: The authors declare no conflict of interest. The funders had no role in the design
of the study; in the collection, analyses, or interpretation of data; in the writing of the manuscript, or
in the decision to publish the results.

References
1. Tareke, E.; Rydberg, P.; Karlsson, P.; Eriksson, S.; Törnqvist, M. Analysis of Acrylamide, a Carcinogen Formed in Heated

Foodstuffs. J. Agric. Food Chem. 2002, 50, 4998–5006. [CrossRef] [PubMed]
2. Mottram, D.S.; Wedzicha, B.L.; Dodson, A.T. Acrylamide is formed in the Maillard reaction. Nat. Cell Biol. 2002, 419, 448–449.

[CrossRef] [PubMed]
3. Stadler, R.H.; Blank, I.; Varga, N.; Robert, F.; Hau, J.; Guy, P.A.; Robert, M.-C.; Riediker, S. Acrylamide from Maillard reaction

products. Nat. Cell Biol. 2002, 419, 449–450. [CrossRef] [PubMed]
4. World Health Organization International Agency for Research on Cancer. Some Industrial Chemicals. In IARC Monograhs on the

Evaluation of Carcinogenic Risks to Humans; IARC: Lyon, France, 1994.
5. EFSA. Scientific Opinion on acrylamide in food. EFSA J. 2015, 13. [CrossRef]

https://www.mdpi.com/article/10.3390/toxics9070155/s1
https://www.mdpi.com/article/10.3390/toxics9070155/s1
http://doi.org/10.1021/jf020302f
http://www.ncbi.nlm.nih.gov/pubmed/12166997
http://doi.org/10.1038/419448a
http://www.ncbi.nlm.nih.gov/pubmed/12368844
http://doi.org/10.1038/419449a
http://www.ncbi.nlm.nih.gov/pubmed/12368845
http://doi.org/10.2903/j.efsa.2015.4104


Toxics 2021, 9, 155 20 of 24

6. Government of Canada. Sampling Plan for the First Phase of the Acrylamide Monitoring Program 2009 [updated August 2009].
Available online: https://www.canada.ca/en/health-canada/services/food-nutrition/food-safety/chemical-contaminants/
food-processing-induced-chemicals/acrylamide/sampling-plan-first-phase-acrylamide-monitoring-program-chemical-
contaminants.html (accessed on 27 April 2021).

7. U.S. Food and Drug Administration. Survey Data on Acrylamide in Food: Total Diet Study Results 2018 [updated 25 January
2018]. Available online: https://www.fda.gov/food/chemicals/survey-data-acrylamide-food-total-diet-study-results (accessed
on 27 April 2021).

8. Food Standards Australia New Zealand. 24th Australian Total Diet Study; FSANZ: Canberra, NSW, Australia; Wellington,
New Zealand, 2014.

9. Cressey, P.; Thomson, B.; Ashworth, M.; Grounds, P.; McGill, E. Acrylamide in New Zealand Food and Updated Exposure Assess-ment;
Ministry of Agriculture and Forestry: Wellington, New Zealand, 2012.

10. FAO/WHO. Safety Evaluation of Certain Contaminants in Food; Prepared by the Seventy-Second Meeting of the Joint FAO/WHO
Expert Committee on Food Additives (JECFA); World Health Organization: Geneva, Switzerland; Food and Agriculture
Organization of the United Nations: Rome, Italy, 2006.

11. Sörgel, F.; Weissenbacher, R.; Kinzig-Schippers, M.; Hofmann, A.; Illauer, M.; Skott, A.; Landersdorfer, C. Acrylamide: Increased
Concentrations in Homemade Food and First Evidence of Its Variable Absorption from Food, Variable Metabolism and Placental
and Breast Milk Transfer in Humans. Chemotherapy 2002, 48, 267–274. [CrossRef]

12. Elmore, J.S.; Koutsidis, G.; Dodson, A.T.; Mottram, N.S.; Wedzicha, B.L. The Effect of Cooking on Acrylamide and Its Precur-
sors in Potato, Wheat and Rye. In Chemistry and Biology of Pteridines and Folates; Springer Science and Business Media LLC:
Berlin/Heidelberg, Germany, 2006; Volume 561, pp. 255–269.

13. Stadler, R.H. Acrylamide Formation in Different Foods and Potential Strategies for Reduction; Springer: Boston, MA, USA, 2005.
14. Ishihara, K.; Matsunaga, A.; Miyoshi, T.; Nakamura, K.; Nakayama, T.; Ito, S.; Koga, H. Formation of Acrylamide in a Processed

Food Model System, and Examination of Inhibitory Conditions. J. Food Hyg. Soc. Jpn. 2005, 46, 33–39. [CrossRef]
15. Pedreschi, F.; Mariotti, M.S.; Granby, K. Current issues in dietary acrylamide: Formation, mitigation and risk assessment. J. Sci.

Food Agric. 2013, 94, 9–20. [CrossRef]
16. Lachenmeier, D.W.; Schwarz, S.; Teipel, J.; Hegmanns, M.; Kuballa, T.; Walch, S.G.; Breitling-Utzmann, C.M. Potential Antagonistic

Effects of Acrylamide Mitigation during Coffee Roasting on Furfuryl Alcohol, Furan and 5-Hydroxymethylfurfural. Toxics 2018,
7, 1. [CrossRef]

17. FAO/WHO. Safety Evaluation of Certain Contaminants in Food; Prepared by the Seventy-Second Meeting of the Joint FAO/WHO
Expert Committee on Food Additives (JECFA); World Health Organization: Geneva, Switzerland; Food and Agriculture
Organization of the United Nations: Rome, Italy, 2011.

18. Pelucchi, C.; Bosetti, C.; Galeone, C.; La Vecchia, C. Dietary acrylamide and cancer risk: An updated meta-analysis. Int. J. Cancer
2015, 136, 2912–2922. [CrossRef]

19. Riboldi, B.P.; Vinhas Álvaro, M.; Moreira, J.D. Risks of dietary acrylamide exposure: A systematic review. Food Chem. 2014, 157,
310–322. [CrossRef]

20. Virk-Baker, M.K.; Nagy, T.R.; Barnes, S.; Groopman, J. Dietary acrylamide and human cancer: A systematic review of literature.
Nutr. Cancer 2014, 66, 774–790. [CrossRef]

21. Duarte-Salles, T.; Von Stedingk, H.; Granum, B.; Gützkow, K.B.; Rydberg, P.; Törnqvist, M.; Mendez, M.A.; Brunborg, G.;
Brantsæter, A.L.; Meltzer, H.M.; et al. Dietary Acrylamide Intake during Pregnancy and Fetal Growth—Results from the
Norwegian Mother and Child Cohort Study (MoBa). Environ. Health Perspect. 2013, 121, 374–379. [CrossRef]

22. Kadawathagedara, M.; Botton, J.; De Lauzon-Guillain, B.; Meltzer, H.M.; Alexander, J.; Brantsaeter, A.L.; Haugen, M.;
Papadopoulou, E. Dietary acrylamide intake during pregnancy and postnatal growth and obesity: Results from the Norwegian
Mother and Child Cohort Study (MoBa). Environ. Int. 2018, 113, 325–334. [CrossRef]

23. Kadawathagedara, M.; Tong, A.C.H.; Heude, B.; Forhan, A.; Charles, M.A.; Sirot, V.; Botton, J. The EDEN mother-child cohort
study group Dietary acrylamide intake during pregnancy and anthropometry at birth in the French EDEN mother-child cohort
study. Environ. Res. 2016, 149, 189–196. [CrossRef]

24. Chan-Hon-Tong, A.; Charles, M.A.; Forhan, A.; Heude, B.; Sirot, V. Exposure to food contaminants during pregnancy. Sci. Total.
Environ. 2013, 458–460, 27–35. [CrossRef]

25. Nagata, C.; Konishi, K.; Wada, K.; Tamura, T.; Goto, Y.; Koda, S.; Mizuta, F.; Iwasa, S. Maternal Acrylamide Intake during
Pregnancy and Sex Hormone Levels in Maternal and Umbilical Cord Blood and Birth Size of Offspring. Nutr. Cancer 2018, 71,
77–82. [CrossRef]

26. Brantsæter, A.L.; Haugen, M.; De Mul, A.; Bjellaas, T.; Becher, G.; Van Klaveren, J.; Alexander, J.; Meltzer, H.M. Exploration of
different methods to assess dietary acrylamide exposure in pregnant women participating in the Norwegian Mother and Child
Cohort Study (MoBa). Food Chem. Toxicol. 2008, 46, 2808–2814. [CrossRef]

27. Kotemori, A.; Ishihara, J.; Nakadate, M.; Sawada, N.; Iwasaki, M.; Sobue, T.; Tsugane, S. Validity of a Self-administered Food
Frequency Questionnaire for the Estimation of Acrylamide Intake in the Japanese Population: The JPHC FFQ Validation Study. J.
Epidemiol. 2018, 28, 482–487. [CrossRef]

28. Wirfält, E.; Paulsson, B.; Törnqvist, M.; Axmon, A.; Hagmar, L.; Wirf, E. Associations between estimated acrylamide intakes, and
hemoglobin AA adducts in a sample from the Malmö Diet and Cancer cohort. Eur. J. Clin. Nutr. 2007, 62, 314–323. [CrossRef]

https://www.canada.ca/en/health-canada/services/food-nutrition/food-safety/chemical-contaminants/food-processing-induced-chemicals/acrylamide/sampling-plan-first-phase-acrylamide-monitoring-program-chemical-contaminants.html
https://www.canada.ca/en/health-canada/services/food-nutrition/food-safety/chemical-contaminants/food-processing-induced-chemicals/acrylamide/sampling-plan-first-phase-acrylamide-monitoring-program-chemical-contaminants.html
https://www.canada.ca/en/health-canada/services/food-nutrition/food-safety/chemical-contaminants/food-processing-induced-chemicals/acrylamide/sampling-plan-first-phase-acrylamide-monitoring-program-chemical-contaminants.html
https://www.fda.gov/food/chemicals/survey-data-acrylamide-food-total-diet-study-results
http://doi.org/10.1159/000069715
http://doi.org/10.3358/shokueishi.46.33
http://doi.org/10.1002/jsfa.6349
http://doi.org/10.3390/toxics7010001
http://doi.org/10.1002/ijc.29339
http://doi.org/10.1016/j.foodchem.2014.02.046
http://doi.org/10.1080/01635581.2014.916323
http://doi.org/10.1289/ehp.1205396
http://doi.org/10.1016/j.envint.2018.01.004
http://doi.org/10.1016/j.envres.2016.05.019
http://doi.org/10.1016/j.scitotenv.2013.03.100
http://doi.org/10.1080/01635581.2018.1524018
http://doi.org/10.1016/j.fct.2008.05.020
http://doi.org/10.2188/jea.JE20170186
http://doi.org/10.1038/sj.ejcn.1602704


Toxics 2021, 9, 155 21 of 24

29. Liu, R.; Sobue, T.; Kitamura, T.; Kitamura, Y.; Ishihara, J.; Kotemori, A.; Zha, L.; Ikeda, S.; Sawada, N.; Iwasaki, M.; et al. Dietary
Acrylamide Intake and Risk of Esophageal, Gastric, and Colorectal Cancer: The Japan Public Health Center-based Prospective
Study. Cancer Epidemiol. Biomark. Prev. 2019, 28, 1461–1468. [CrossRef]

30. Nematollahi, A.; Kamankesh, M.; Hosseini, H.; Ghasemi, J.; Hosseini-Esfahani, F.; Mohammadi, A.; Khaneghah, A.M. Acrylamide
content of collected food products from Tehran’s market: A risk assessment study. Environ. Sci. Pollut. Res. 2020, 27, 30558–30570.
[CrossRef]

31. Jeong, H.; Hwang, S.; Kwon, H. Survey for acrylamide in processed foods from Korean market and individual exposure estimation
using a non-parametric probabilistic model. Food Addit. Contam. Part. A 2020, 37, 916–930. [CrossRef]

32. Kawahara, J.; Imaizumi, Y.; Kuroda, K.; Aoki, Y.; Suzuki, N. Estimation of long-term dietary exposure to acrylamide of the
Japanese people. Food Addit. Contam. Part. A 2018, 35, 1689–1702. [CrossRef]

33. Cengiz, M.F.; Gündüz, C.P.B. Acrylamide exposure among Turkish toddlers from selected cereal-based baby food samples. Food
Chem. Toxicol. 2013, 60, 514–519. [CrossRef]

34. Svensson, K.; Abramsson, L.; Becker, W.; Glynn, A.; Hellenäs, K.-E.; Lind, Y.; Rosén, J. Dietary intake of acrylamide in Sweden.
Food Chem. Toxicol. 2003, 41, 1581–1586. [CrossRef]
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