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Background and aims: Genetic and dietary factors contribute to adiposity risk, but little evidence supports

genetic personalization of fried food intake recommendations for the management of obesity. This study

aimed to assess the associations between fried food consumption and adiposity incidence and whether the

associations were modified by an individual’s genotype. Methods: We included 27 427 participants who had

dietary data assessed by a validated 24 h dietary recall and available anthropometric information from the UK

Biobank study. The genetic risk score (GRS) was calculated using 940 BMI associated variants. Results: With an

average of 8.1 years of follow-up, 1472 and 2893 participants were defined as having overall obesity and

abdominal obesity, respectively. Individuals in the highest categories of fried food consumption were positively

associated with the risk of obesity (HR = 1.31; 95% CI 1.10–1.56) and abdominal obesity (HR = 1.27; 95% CI

1.12–1.45) compared with the lowest categories. Moreover, fried food consumption had a significant interatc-

tion with obesity GRS for abdominal obesity risk (P interaction = 0.016). Fried food intake was associated with

a higher abdominal obesity risk (HR = 1.59, 95% CI: 1.25–2.00) among participants with a lower genetic risk.

Conclusions: Our findings indicated that fried food consumption had a higher abdominal obesity risk among

individuals with a lower genetic risk, suggesting the restriction of fried food intake for this group of people.

Introduction

Obesity has become a major public health crisis affecting 13%
of adults globally.1 Obesity substantially increases the risk of
chronic diseases, including cardiometabolic diseases, dementia,
and cancers,2 thereby leading to declined life quality and expect-
ancy and a heavy economic burden.3 Overweight and obesity pro-
blems in European countries have attracted attention,4 and the
huge consumption of fast foods is the significant difference in
dietary habits between Europe and other countries.5 Frying is a
popular cooking method in Western countries, particularly in res-
taurants. Nevertheless, the nutrient composition of food can be
changed under high temperature and high oil conditions, such
as generating more trans-fat,6 which promotes weight gain, thus
increasing the obesity risk.7 Meanwhile, frying elevates the cal-
ories of food and improves its color and flavor,8 resulting in exces-

sive intake of fried food in daily life. In addition, most fried
foods, such as French fries, fried meat, and donuts, are often
high in protein and carbohydrates, which are considered a signifi-
cant contributor to the daily dietary harmful contaminants,
including advanced glycation end products, acrylamide, and
heterocyclic aromatic amines during the frying process,9,10 which
interfere with inflammation and oxidative stress, thus leading to
a high risk of obesity.11

The latest meta-analysis report states that fried food con-
sumption increases obesity risk and subsequently leads to
other cardiometabolic diseases.12 Recent epidemiological dis-
coveries described significant and positive association of fried
food intake with adiposity incidence in Europe.13,14 Such
studies, however, used food frequency questionnaires to calcu-
late the intake of specific fried food or total fried food, which
are more subject to social desirability bias.15 Comparatively, a
24 h diet recall can reduce the impact of recall bias and better
capture precise information of foods consumed, especially
that of fried foods.16 In addition, previous studies failed to
examine the influence of specific fried foods on adiposity risk
due to the insufficient size of the population or incomplete
dietary information.17 Thus, it is unclear whether different
subtypes of fried foods confer divergent obesogenic effects.

Although dietary factors such as overeating have been
thought to be a main cause of adiposity, an individual’s geno-
type may interact with dietary components related to obesity
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development, also known as the gene–diet interaction.18,19

Despite previous studies indicating the effect of significant inter-
actions between fried food and certain genetic variants on the
body mass index (BMI),17 none of the interactions have been
robustly replicated on obesity risk, which could be due to insuffi-
cient statistical data and limited genetic variants. Recent genome-
wide association studies (GWAS) have identified 941 independent
single-nucleotide polymorphisms (SNPs) associated with the BMI
that determine genetic susceptibility to weight gain,20 which con-
siderably increased the predictive ability for obesity by genetic
factors. Unfortunately, little knowledge on whether the effect of
fried food consumption on obesity development is modified by
the overall genetic burden has been recognized.

To address these major gaps, we assessed the relationships
between fried food consumption and incident adiposity,
including overall and abdominal obesity among participants
in the UK Biobank cohort. Furthermore, we tested the poten-
tial interaction of fried food consumption with genetic risk of
adiposity.

Materials and methods
Study population

The UK Biobank is a large cohort with clinical and genetic
information on approximately half a million participants aged
37–73 y who were recruited between 2006 and 2010 across the
UK. Participants were required to complete a baseline ques-
tionnaire, undergo various anthropometric measurements,
report medical conditions, and provide biological samples. A
detailed description of the UK Biobank is available in the fol-
lowing website: https://www.ukbiobank.ac.uk. The UK Biobank
protocol was approved by the NHS North West Multicentre
Research Ethics Committee (21/NW/0157). All participants pro-
vided informed consent at recruitment, allowing for follow-up
using data-linkage to health records. This research was con-
ducted using the UK Biobank resource (project ID 47365).

Overall, 59 646 participants with available data on anthro-
pometric data at baseline (2006 to 2010) and at least one of
three repeated measurements (2012 to 2013, 2014 to date,
and 2019 to date) during the follow-up were initially
included. After excluding patients with cancer, cardiovascular
diseases, or BMI ≥30 kg m−2 at baseline, individuals without
24 h-diet recall information, and participants who withdrew
during the follow-up, 27 427 participants were selected to
analyze the associations of fried food consumption with
incident obesity. To further assess the potential interaction
of fried food intake with the genetic predisposition to
obesity, we excluded individuals without genetic data and
not of white British descent. Finally, a total of 26 250 partici-
pants were eligible for the gene–diet interaction assessment
(ESI Fig. S1†).

Obesity genetic risk score

Detailed information on the genotyping consideration,
quality control, and genetic imputation were described pre-

viously.21 We selected 940 SNPs associated with the BMI
based on the GWAS (ESI Table S1†).20 The GRS was com-
puted using 940 SNPs and their corresponding β coefficients
were used in the followed equation: GRS ¼
Pn
i¼1

βi � SNPi

� �
� ð940=sumof the β coefficientsÞ,22 where β is

the coefficient for each individual SNP and i is the number
of risk allele of SNPs. The overall GRS ranged between 801.7
and 971.4. The individuals with a higher GRS were
suggested to have a higher genetic predisposition of obesity.

Assessment of fried food consumption and covariates

The dietary data were assessed by using the Oxford WebQ ques-
tionnaire consisting of nearly 200 kinds of food items, which has
been validated using biomarkers including protein, potassium,
and total sugars.23 Participants were required to complete the
questionnaire on five separate occasions (2009–2012) to account
for seasonal variation and provide relatively accurate measure-
ment for each individual food component. Total fried food con-
sumption was calculated by summing the following food items,
including crumbed or deep-fried poultry, breaded or battered
fish, fried potatoes or crisp potatoes, omelette, Indian snacks,
and doughnuts. Among these, we defined crumbed or deep-fried
poultry and breaded or battered fish as fried white meat. In this
study, total fried food consumption was considered to be primary
exposure, while the most consumed types of fried foods (fried
white meat and fried potatoes) were considered to be part of sec-
ondary exposure.

We constructed a diet quality score based on the Alternate
Mediterranean Diet (AMED) ranging from 0 to 9 as previously
described, while a higher score indicated a higher quality of diet
(ESI Table S2†).24 Furthermore, potential confounders were col-
lected by using the touch screen questionnaire, including age,
sex, ethnicity, BMI, average household income, education,
Townsend deprivation index, physical activity, smoking, alcohol
drinking, disease history, medications and dietary supplements.
The metabolic equivalent of task (MET) was calculated by using
the International Physical Activity Questionnaire short form.24 A
detailed description of these covariates has been provided else-
where (https://www.ukbiobank.ac.uk). The sleep pattern was
classified as described in a previous study.25

Obesity ascertainment

Adiposity indicators including the BMI, waist circumference
(WC), and percentage of body fat (BF%) were measured in
physical assessments between 2006 and 2010 by trained staffs.
The three repeated reassessments of these anthropometric
data had been conducted during 2012 to 2013, 2014 to date,
and 2019 to date. The BMI was calculated by dividing body
weight by height squared (kg m−2). Individuals who had a BMI
≥30 kg m−2 were diagnosed as obesity cases, while incident
abdominal obesity was defined as WC ≥102 cm for men or WC
≥88 cm for women.26 Besides, secondary outcomes were con-
sidered to be a 5% increase in the BMI, WC, or BF% from
baseline to the follow-up.
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Statistical analyses

We calculated person-years from the date of attending the
baseline assessment center until the date of diagnosis of
adiposity, lost to follow-up, death, or end of follow-up
(31 December 2020), whichever occurred first. To minimize
random measurement errors, we calculated the cumulative
average of fried food intake per day (2009–2012) and then
grouped them into 0, 0–1, 1–1.5, and ≥1.5 servings per day.
Multivariable Cox regression models were applied to estimate
hazard ratios (HRs) and 95% confidence intervals (CIs) for adi-
posity in association with fried food intake. In the multivari-
able model, known or suspected confounders were considered
according to previous literature and biological plausibility.
Model 1 was adjusted for age and sex. Model 2 was further
adjusted for centers, ethnicity, BMI, education, Townsend depri-
vation index, household income, physical activity, smoking
status, alcohol consumption, sleep quality, total energy intake,
and AMED score. Model 3 was additionally adjusted for the
initial BMI, WC, or BF% where appropriate. All missing data were
coded as an independent category if necessary. Tests for the P
trend were calculated using the median value for each category of
fried food intake as a continuous variable. The interaction
between fried food consumption and GRS on the subsequent risk
of developing adiposity was assessed by adding a multiplicative
interaction term in our models. Continuous standardized values
([value-mean]/SD) of fried food consumption and GRS were uti-
lized in the current study for appropriate scaling for clinical
interpretation. Restricted cubic spline regression was used to
determine the semi-parametric relationship of fried food con-
sumption with adiposity. The GRS was also divided into low,
medium, or high levels (tertiles) and we estimated HRs for
general obesity and abdominal obesity according to the joint cat-
egories of fried food consumption and GRS (12 categories based
on 4 categories of fried food intake and 3 categories of GRS, with
low fried food intake and low GRS as the reference). In addition,
the linear trend was tested by fitting the BMI, WC, or BF% as the
continuous variable in the models.

We then conducted subgroup analyses to examine whether
these associations varied by typical baseline characteristics. In
sensitivity analyses, history of hypertension or diabetes, vitamin
or mineral supplement, sedentary time, and the changes in life-
style factors during the follow-up were further adjusted in the
models. Second, we further excluded participants with a BMI
≤15 kg m−2, extreme energy intake (<500 or >3500 kcal d−1 for
women and <800 or >4000 kcal d−1 for men),27 missing covariate
data, or with cardiometabolic diseases during the follow-up.

All analyses were performed using SAS 9.4 software (SAS
Institute, Cary, NC). A two-tailed P < 0.05 was defined as stat-
istically significant.

Results
Population characteristics

The baseline characteristics of participants by different cat-
egories of fried food consumption are summarized in Table 1.

Participants with higher fried food consumption tended to be
men, younger, current smokers and alcohol drinkers, and had
a higher total energy intake. They were less likely to be edu-
cated, had a high household income and sleep score, and used
vitamin or mineral supplements (Table 1). Compared with
non-consumers, those with higher fried potato or fried white
meat consumption were more often men and smokers and
had higher total energy intake, while they tended to be less
educated and had lower sleep scores (ESI Table S3†). The
average GRS of obesity in the current participants (n = 26 250)
was 889.6 with a normal distribution (ESI Fig. S2†).

Relationship between fried food consumption and obesity risk

Over 222 158 person-years of follow-up (an average of 8.1
years), we documented 1472 and 2893 cases of obesity and
abdominal obesity, respectively. In Model 1, fried food con-
sumption was significantly and positively associated with inci-
dent obesity and abdominal obesity (Table 2). After further
adjustment for lifestyle factors (Model 2), the HRs (95% CIs)
comparing the highest frequent consumption of fried food
(≥1.5 servings per day) with non-consumption were 1.41
(1.19–1.67) and 1.38 (1.21–1.57) for the risk of obesity and
abdominal obesity, respectively. The HRs (95% CIs) across
increasing categories of fried food were 1.10 (0.97–1.25), 1.06
(0.91–1.24), and 1.31 (1.10–1.56) for obesity risk and 1.09
(1.00–1.19), 1.06 (0.95–1.19) and 1.27 (1.12–1.45) for abdomi-
nal obesity risk in the fully adjusted models (Model 3), respect-
ively. Each SD increment in fried food consumption was
related to a 6% (1%–11%) higher obesity risk and a 5% (2%–

9%) higher abdominal obesity risk. For different specific food
groups, compared with the first categories, consumers in the
highest categories of fried potato had a 45% higher risk of
incident obesity and a 49% higher risk of abdominal obesity
(ESI Table S4†). Nonetheless, non-significant associations were
detected for fried white meat consumption (ESI Table S5†).
The dose–response relationships for fried food consumption
determined by the restricted-cubic-spline regression were all
similar to those from the category analyses (Fig. 1).

For adiposity indicators, we detected a positive association
between fried food intake and participants having more than a
5% increase of the BMI (HRC4 vs. C1: 1.23, 95% CI: 1.12–1.35),
WC (HRC4 vs. C1: 1.15, 95% CI: 1.07–1.25), and BF% (HRC4 vs.

C1: 1.09, 95% CI: 1.03–1.16) in the fully adjusted model (Model
3) (Table 2). We also observed that fried potato consumption
was positively associated with a higher risk for the BMI and
BF% increase (ESI Table S4†). However, fried white meat con-
sumption was not significantly associated with these adiposity
indicators (ESI Table S5†).

Interactions of fried food consumption with the genetic risk of
obesity

In the analyses according to continuous standardized values,
we observed that the intake of fried food and fried potatoes
and GRS were individually and positively associated with devel-
oping adiposity. Notably, we detected a significant interplay
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between fried food intake and GRS on future incident abdomi-
nal obesity (P interaction = 0.016) (Table 3).

In category analyses, similar positive relationships were
observed between fried food consumption and obesity risk
across all genetic risk groups (Fig. 2A). Increased fried food
was related to more increases in abdominal obesity among
individuals with a low GRS risk (Fig. 2B). The HRs (95% CIs)
of abdominal obesity risk across increasing categories of fried
food were 0.99 (0.83–1.17), 1.17 (0.96–1.44), and 1.59
(1.25–2.00) in the fully adjusted model (P interaction = 0.015)
(Fig. 2B). For the adiposity indicators, the consumption of
fried food was positively associated with the BMI, WC, and

BF% across all genetic risk groups (C4 vs. C1: β = 0.74 for BMI,
β = 1.78 for WC, β = 1.06 for BF%, all P < 0.001) (Fig. 3A–D).

Subgroup analyses and sensitivity analyses

In subgroup analyses, the positive associations of fried food
consumption with adiposity incidence were stronger among
active alcohol drinkers (P for interaction = 0.040 for obesity
and 0.005 for abdominal obesity) (ESI Fig. S3†). The relation-
ships between the intake of fried potatoes or fried white meat
and obesity risk were consistent regardless of baseline charac-
teristics (ESI Fig. S4 and S5†).

Table 1 Basic characteristics of participants from the UK Biobank according to fried food consumption

Characteristics

Fried food consumption (servings per day)

P value*0 0–1 1–1.5 ≥1.5

N 10 232 10 408 4191 2596
Male (%) 42.8 46.0 53.0 57.6 <0.001
Race (%) 0.002
White 97.1 97.5 96.9 96.0
Non-white 2.7 2.2 2.8 3.7

Age (year) 55.8 ± 7.4 55.6 ± 7.5 54.3 ± 7.7 53.2 ± 7.8 <0.001
BMI (kg m−2) 24.9 ± 2.7 25.0 ± 2.7 25.2 ± 2.6 25.4 ± 2.6 <0.001
Physical activity (MET-h per wk) 42.0 ± 38.9 40.2 ± 37.6 41.6 ± 40.1 42.0 ± 42.0 0.118
SBP (mmHg) 136.6 ± 19.2 136.9 ± 19.1 136.1 ± 18.3 135.8 ± 18.4 0.030
DBP (mmHg) 80.2 ± 10.3 80.6 ± 10.3 80.8 ± 10.6 80.8 ± 10.5 <0.001
Blood glucose (mmol L−1) 5.0 ± 0.9 5.0 ± 0.8 4.9 ± 0.9 4.9 ± 0.9 0.111
Household income (£) (%)a <0.001
<18 000 10.4 9.8 9.0 9.4
18 000 to 30 999 20.1 21.0 20.6 18.3
31 000 to 51 999 27.4 27.2 28.9 30.7
52 000 to 100 000 26.3 26.5 26.8 27.8
>100 000 7.7 8.0 6.9 6.5

Education <0.001
College or University degree 52.9 53.6 47.4 47.0
Vocational qualifications 8.9 9.3 10.0 10.5
Optional national exams at age 17–18 years 13.1 13.4 13.6 12.9
National exams at age 16 years 20.2 19.4 23.3 24.8
Others 4.7 4.1 5.5 4.6

Townsend deprivation indexb −2.0 ± 2.7 −2.1 ± 2.6 −2.0 ± 2.7 −1.9 ± 2.7 0.198
Smoking (%) <0.001
Never 63.7 62.8 59.6 60.0
Previous 30.8 31.7 33.2 31.9
Current 5.4 5.3 6.9 7.9

Alcohol drinking (%) <0.001
Never or special occasions only 23.1 20.9 21.2 21.6
1 to 3 times per month 25.2 24.5 25.2 24.9
1 or 2 times per week 29.2 29.4 29.9 29.1
3 or 4 times per week 22.5 25.2 23.6 24.4

Sleep pattern <0.001
Poor 4.0 3.3 4.2 5.2
Intermediate 56.5 56.5 57.0 58.6
Healthy 39.4 40.1 38.8 36.2

History of hypertension (%) 45.7 46.8 44.5 44.3 0.016
History of high cholesterol (%) 2.1 1.9 2.0 2.2 0.018
Mediterranean Diet Score 3.9 ± 1.9 4.3 ± 1.8 3.7 ± 1.8 3.8 ± 1.8 <0.001
Energy intake (kcal) 8359.4 ± 2446.3 8906.5 ± 2177.0 9594.2 ± 2515.0 10 559.0 ± 2974.4 <0.001
Vitamin use (%) 32.9 30.9 31.7 30.6 0.008
Mineral use (%) 14.3 12.9 11.2 10.7 <0.001

BMI = body mass index, MET = metabolic equivalent, SBP = systolic blood pressure, DBP = diastolic blood pressure. Data are either percentages
or means ± SDs unless indicated otherwise. *P value for continuous variables was estimated through unadjusted linear regression, treating
quintile of fried food consumption as an ordinal variable, and Pearson’s χ2 for categorical variables. a £1.00 = $1.30, or €1.20. b The Townsend
deprivation index was an indicator of material deprivation that was calculated based on non-home ownership, non-car ownership, unemploy-
ment, and household over-crowding.
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In sensitivity analyses, the relationships between fried food
intake and adiposity development did not change obviously
after further adjustment for the history of hypertension or dia-

betes, the use of vitamin or mineral supplements, sedentary
time, or changes in lifestyle factors (ESI Tables S6–S8†).
Moreover, the results also appeared similar after excluding par-

Table 2 Multivariable-adjusted HRs (95% CIs) for the association of fried food consumption with obesity incidence

Fried food intake (servings per day)

P-trenda Per 1-SD P value0 0–1 1–1.5 ≥1.5

N 10 232 10 408 4191 2596
Obesity case 499 527 244 202
Model 1b 1.00 (Ref.) 1.09 (0.96–1.23) 1.19 (1.02–1.38) 1.59 (1.35–1.87) <0.001 1.12 (1.07–1.16) <0.001
Model 2c 1.00 (Ref.) 1.15 (1.02–1.30) 1.15 (0.98–1.34) 1.41 (1.19–1.67) <0.001 1.08 (1.03–1.12) <0.001
Model 3d 1.00 (Ref.) 1.10 (0.97–1.25) 1.06 (0.91–1.24) 1.31 (1.10–1.56) 0.009 1.06 (1.01–1.11) 0.018
Abdominal obesity case 1019 1074 467 333
Model 1b 1.00 (Ref.) 1.14 (1.04–1.24) 1.26 (1.13–1.41) 1.58 (1.39–1.79) <0.001 1.13 (1.09–1.16) <0.001
Model 2c 1.00 (Ref.) 1.16 (1.06–1.26) 1.17 (1.04–1.30) 1.38 (1.21–1.57) <0.001 1.09 (1.05–1.12) <0.001
Model 3d 1.00 (Ref.) 1.09 (1.00–1.19) 1.06 (0.95–1.19) 1.27 (1.12–1.45) 0.002 1.05 (1.02–1.09) 0.007
Case having a ≥5% BMI increase 1925 1946 884 629
Model 1b 1.00 (Ref.) 1.04 (0.98–1.11) 1.13 (1.04–1.22) 1.34 (1.23–1.47) <0.001 1.08 (1.05–1.10) <0.001
Model 2c 1.00 (Ref.) 1.06 (1.00–1.13) 1.08 (1.00–1.18) 1.22 (1.11–1.35) <0.001 1.05 (1.02–1.07) <0.001
Model 3d 1.00 (Ref.) 1.06 (1.00–1.13) 1.09 (1.00–1.18) 1.23 (1.12–1.35) <0.001 1.05 (1.02–1.07) <0.001
Case having a ≥5% WC increasee 3357 3326 1420 898
Model 1b 1.00 (Ref.) 1.04 (0.99–1.09) 1.09 (1.03–1.16) 1.18 (1.09–1.27) <0.001 1.05 (1.03–1.07) <0.001
Model 2c 1.00 (Ref.) 1.05 (1.00–1.11) 1.04 (0.98–1.11) 1.10 (1.02–1.19) 0.014 1.02 (1.00–1.04) 0.055
Model 3d 1.00 (Ref.) 1.08 (1.03–1.13) 1.08 (1.01–1.15) 1.15 (1.07–1.25) <0.001 1.04 (1.01–1.06) 0.003
Case having a ≥ 5% BF% increase f 4740 4903 2080 1364
Model 1b 1.00 (Ref.) 1.07 (1.03–1.11) 1.06 (1.01–1.12) 1.13 (1.06–1.20) <0.001 1.03 (1.01–1.04) 0.002
Model 2c 1.00 (Ref.) 1.07 (1.03–1.11) 1.02 (0.96–1.07) 1.05 (0.99–1.12) 0.154 1.01 (0.99–1.02) 0.172
Model 3d 1.00 (Ref.) 1.09 (1.05–1.14) 1.05 (0.99–1.10) 1.09 (1.03–1.16) 0.004 1.01 (1.00–1.03) 0.113

BMI = body mass index, WC = waist circumference, BF = body fat, HRs = hazard ratios, CIs = confidence intervals. Cox proportional hazards
regression analyses were used to calculate the HRs and 95% CIs. a P-trend was obtained by including the categories of fried food intake as a con-
tinuous variable in the model. bModel 1 was adjusted for age (continues) and sex (male or female). cModel 2 was further adjusted for race
(White or non-White), centers (22 categories), education (college or university degree, vocational qualifications, optional national exams at age
17–18 years, national exams at age 16 years, others, or missing), Townsend deprivation index (quartiles), household income (<£18 000, £18 000–
£30 999, £31 000–£51 999, £52 000–£100 000, >£100 000, or missing), smoking (never, former, current, or missing), alcohol consumption (never or
special occasions only, 1 or 2 times per week, 3 or 4 times per week, ≥5 times per week, or missing), physical activity (quartiles), sleep pattern
(poor, medium or healthy), Mediterranean diet score (quartiles), and energy intake (quartiles). dModel 3 was further adjusted for baseline BMI
(in kg m−2; <18.5, 18.5 to 25, or 25 to 30) for obesity or adjusted for the baseline BMI (in kg m−2; <18.5, 18.5 to 25, or 25 to 30) and WC (quartiles)
for abdominal obesity. e Excluding 3 participants without data of WC at baseline or follow-up duration. f Excluding 710 participants without data
of BF% at baseline or follow-up duration.

Fig. 1 Dose–response relationships between fried food consumption and obesity/abdominal obesity risk. HRs for fried food consumption associ-
ated with obesity (A) and abdominal obesity (B) were estimated by restricted cubic-spline regression adjusted for age, sex, race, centers, education,
Townsend deprivation index, household income, smoking, alcohol consumption, physical activity, sleep pattern, energy intake, and BMI (for obesity)
or WC (for abdominal obesity) at baseline.
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ticipants who developed cardiometabolic diseases during the
follow-up, participants with an extremely low BMI (≤15 kg
m−2) or extreme energy intake, or participants with missing
covariate data (ESI Tables S6–S8†).

Discussion

In this large prospective cohort, we systematically reported the
associations of the intake of total fried food and its main sub-
types with the risk of developing adiposity and further investi-
gated whether these relationships were modified by genetic pre-
disposition with the BMI. We found that increased fried food
consumption, especially fried potato consumption, was posi-
tively associated with adiposity risk. Findings from our current
study demonstrated that a higher fried food intake was related
to 31% and 27% higher risk of general obesity and abdominal
obesity, respectively. Besides, the consumption of fried foods
was also positively associated with adiposity indicators, includ-
ing BMI, WC, and BF%. Notably, we first observed that individ-
uals with a lower genetic predisposition to obesity might be

more susceptible to the detrimental influence of excessive fried
food consumption on abdominal obesity.

Since frying leads to the property of processed food with
high fat and high energy density and thus links to the occur-
rence of adiposity,28 restricting fried food consumption is
widely recommended to reduce obesity-related diseases.12 Few
and inconsistent evidence has focused on the relationships
between fried food consumption and obesity development in
previous studies. A cross-sectional study has reported a 26%
higher obesity risk with increased fried food intake among
Spanish population.13 A previous twin cohort study based on
the SUN project has also found that fried food intake had an
increased obesity risk.14 However, we are simultaneously aware
that a cross-sectional Korean study failed to detect a signifi-
cant association of fried food consumption with obesity.29

These inconsistent results can partly be explained by differ-
ences in frying methods and foods in different countries. For
example, fried meat was the most consumed fried food (45%),
followed by vegetables (31%), fish (12%), and seaweed (8%)
among Korean adults.29 High intake of healthy food with less
energy such as vegetables among Korean population might

Table 3 Interactions between fried food consumption and GRS on the risk of obesity and abdominal obesity and increase in adiposity indicator
levels

GRS (n Loci = 940)

Diet GRS Diet × GRS

β* SE P β* SE P β* SE P

Fried food
Obesity 0.070 0.025 0.005 0.156 0.027 <0.001 0.009 0.023 0.693
Abdominal obesity 0.052 0.018 0.005 0.088 0.019 <0.001 −0.039 0.016 0.016
BMI increase 0.103 0.014 <0.001 0.164 0.013 <0.001 0.012 0.012 0.337
WC increasea 0.265 0.044 <0.001 0.318 0.042 <0.001 0.017 0.040 0.664
BF% increaseb 0.181 0.025 <0.001 0.151 0.024 <0.001 0.004 0.023 0.855
Fried potato
Obesity 0.062 0.025 0.012 0.158 0.028 <0.001 −0.002 0.022 0.918
Abdominal obesity 0.071 0.019 <0.001 0.088 0.019 <0.001 −0.026 0.017 0.117
BMI increase 0.109 0.014 <0.001 0.165 0.013 <.0001 −0.00001 0.013 1.000
WC increasea 0.288 0.045 <0.001 0.320 0.042 <0.001 −0.011 0.042 0.783
BF% increaseb 0.214 0.026 <0.001 0.153 0.024 <0.001 −0.005 0.024 0.839
Fried white meat
Obesity 0.042 0.022 0.061 0.158 0.027 <0.001 0.013 0.020 0.519
Abdominal obesity −0.006 0.020 0.749 0.086 0.019 <0.001 −0.017 0.016 0.288
BMI increase 0.015 0.013 0.255 0.164 0.013 <0.001 0.005 0.011 0.679
WC increasea −0.020 0.043 0.637 0.319 0.042 <0.001 0.0003 0.036 0.993
BF% increaseb 0.017 0.025 0.501 0.152 0.024 <0.001 0.010 0.020 0.631

BMI = body mass index, WC = waist circumference, BF = body fat, GRS = genetic risk score. Cox proportional hazards regression analyses were
used to calculate the HRs and 95% CIs. The model was adjusted for age (continuous), sex (male or female), race (White or non-White), centers
(22 categories), education (college or university degree, vocational qualifications, optional national exams at age 17–18 years, national exams at
age 16 years, others, or missing), Townsend deprivation index (quartiles), household income (<£18 000, £18 000–£30 999, £31 000–£51 999,
£52 000–£100 000, >£100 000, or missing), smoking (never, former, current, or missing), alcohol consumption (never or special occasions only, 1
or 2 times per week, 3 or 4 times per week, ≥5 times per week, or missing), physical activity (quartiles), sleep pattern (poor, medium or healthy),
Mediterranean diet score (quartiles), and energy intake (quartiles). The model was adjusted for age (continuous), sex (male or female), race
(White or non-White), centers (22 categories), education (college or university degree, vocational qualifications, optional national exams at age
17–18 years, national exams at age 16 years, others, or missing), Townsend deprivation index (quartiles), household income (<£18 000, £18 000–
£30 999, £31 000–£51 999, £52 000–£100 000, >£100 000, or missing), smoking (never, former, current, or missing), alcohol consumption (never or
special occasions only, 1 or 2 times per week, 3 or 4 times per week, ≥5 times per week, or missing), physical activity (quartiles), sleep pattern
(poor, medium, healthy), Mediterranean diet score (quartiles), energy intake (quartiles), and baseline BMI (in kg m−2; <18.5, 18.5 to 25 or 25 to
30) for obesity or adjusted for the baseline BMI (in kg m−2; <18.5, 18.5 to 25 or 25 to 30) and WC (quartiles) for abdominal obesity. a Excluding 3
participants without data of WC at baseline or follow-up duration. b Excluding 710 participants without data of BF% at baseline or follow-up
duration.
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attenuate the associations of fried food with obesity develop-
ment.30 In the present study, we also found that fried potato
but not fried white meat consumption was positively associ-
ated with obesity and abdominal obesity risk. This is in line
with findings from a systematic review that increased con-
sumption of French fries was related to a higher BMI and
weight gain.31 The null associations between fried white meat
intake and incident obesity may be attributed to diverse
cooking methods and types of oil used.32 In the United
Kingdom, fish or chicken is prepared in battered or breaded
form, which might inhibit fat absorption and retain the
quality attributes of fried fish or chicken.33 Evidence also
showed that higher consumption of fish and marine n-3
PUFAs could reduce long-term weight gain.34 The high content
of animal-sourced protein in chicken increases satiety, which
may simultaneously attenuate energy intake.35 In addition,
fried poultry and fish were usually cooked using butter that is
rich in bone-building calcium, and the intake of these two

fried foods was associated with a lower risk of obesity.36 Our
findings, together with other previous studies,37 further high-
lighted the obesogenic role of fried food, especially fried pota-
toes, in developing adiposity risk.

Our current findings added to the existing literature on the
interaction between genetic and dietary factors by assessing
whether obesity-capturing GRS could interact with fried food
on obesity risk. It is well-known that genetic factors modulate
the associations between dietary factors and incident
obesity.38 In terms of fried food, limited studies have exam-
ined the interplay between fried food intake and genetic sus-
ceptibility to BMI.17 In three US cohort studies, higher adher-
ence to fried food consumption was related to an increased
BMI among participants with a high GRS using 32 variants.17

However, the GRS captured by limited variants only reflects
1.5% of the variation in the BMI and might not precisely
predict inherent risk for obesity.39 Our study used 940 BMI-
associated SNPs based on the largest GWAS study, which could
explain 6% of BMI variance20 and unprecedentedly enhance
the accuracy of an individual’s genetic risk on future develop-
ment of adiposity. Our findings emphasized the synergistic
genetic effect on abdominal obesity among individuals with a
lower genetic risk who consumed more than 1.5 servings per
day, which was about a 59% higher abdominal obesity risk
compared with non-consumers. Moreover, individuals with a
low GRS had a sharp increase in abdominal obesity risk
related to higher consumption of fried food, which largely
explained the significant interaction in the analysis using con-
tinuous variables (Table 3). A previous study indicated that the
abdominal adipose tissue is the primary site for immediate
storage of diet-derived fat.40 Among participants with a low
genetic risk of obesity, higher intake of fried food might prefer
affecting the body’s fat distribution rather than the total
weight, as the latter is genetically more difficult to change.
Unfortunately, few GWAS studies have been conducted for WC
so far; thus, studies on whether the association between fried
food intake and the risk of abdominal obesity is modified by
the variants of WC are warranted in the future. Overall, our
present results of a significant interaction between diet and
genetic predisposition to obesity risk emphasize the impor-
tance of sample size and the accuracy of obesity risk prediction
by the GRS. Moreover, our results underlying the assessment
of genetic risk could identify that individuals at increased
disease risk and persons at a low GRS may be more susceptible
to fried food intake, thus causing their inherited obesity risk.

There are several possible explanations for the positive
associations of fried food intake with adiposity risk. Frying
process increases fat content but dehydrates greatly,41 which
produces fried foods with a high energy density. Frying also
advances food palatability by improving its flavor and texture,
which can lead to excess energy intake, thus increasing adi-
posity development.13 In addition, edible oil would be deterio-
rated by oxidation and hydrogenation reactions during frying,
resulting in the decline of unsaturated fatty acids but the
increase of trans fatty acids associated with a higher risk of
obesity.42 Another explanation is that acrylamide is generated

Fig. 2 HRs of obesity and abdominal obesity according to the joint cat-
egories of the fried food consumption and the overall-obesity GRS. Cox
proportional hazards regression analyses were used to calculated the
HRs of obesity (A) and abdominal obesity (B) adjusting for age, sex, race,
centres, education level, Townsend deprivation index, household
income, smoking status, alcohol consumption, physical activity, sleep
pattern, energy intake, and BMI (for obesity)/WC (for abdominal obesity)
at baseline.
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from foods rich in protein and carbohydrate, such as French
fries and potato chips, during the frying process,43 which
could play a vital role in the development of obesity, mainly
driven by involving inflammation and oxidative stress.44,45 The
significant positive relationships between fried potato con-
sumption and adiposity risk in our study could be implicated
by the association of acrylamide intake with obesity incidence.
Previous epidemiological studies have supported this evidence
that greater consumption of food containing a high acrylamide
content was related to a higher risk of obesity and athero-
sclerotic lipid changes.46,47

The biological mechanisms underlying the observed inter-
actions between fried food consumption and genetic predispo-
sition to abdominal obesity risk remain unclear. Previous
studies observed that fried food consumption was correlated
with poor physical activity and excessive energy intake.17,41

Consistently, we also found that participants with greater fried
food intake were more likely to have an unhealthier lifestyle,
lower household income, poor sleep score, and higher total
energy intake.17 Nevertheless, the documented interaction did
not change after further adjustment for multiple lifestyle and
dietary factors. Genetic variants such as FTO and MC4R associ-
ated with the regulation of appetite might personalize the
effect of fried food consumption on adiposity.48,49 Previous evi-
dence has also reported that FTO genetic variants could
modify the function of total fat,50 saturated fat,51 and total
energy intake on adiposity development.52 In this study, we
found that fried food intake significantly interacts with indi-
vidual’s genetic risk on obesity incidence by calculating the
cumulative effects of BMI-associated genetic variants including

940 SNPs. Notably, fried food intake affected individuals with
a lower genetic risk more pronouncedly. Among individuals
with high genetic burden of obesity, the influence of fried
food intake might be weak, because the genetic factor may be
the dominant factor, whereas individuals with a lower genetic
risk may be mainly affected by dietary factors.53 However, the
biological mechanism requires more research studies,
especially experimental studies.

Our study had important strengths, including the use of a
validated 24 h recall questionnaire for comprehensive assess-
ment of dietary intake, objectively measured biomarkers of
adiposity free of recall error from self-reports, a large sample
size, and a long follow-up duration. We also had detailed infor-
mation on multiple covariates that could potentially modify
the relationships between fried food intake and obesity risk,
which provided adequate statistical power to investigate the
impact of fried food. Notably, we constructed novel polygenic
scores of adiposity that capture 940 SNPs identified to be
associated with BMI, which provided an accurate genetic risk
prediction to fully examine the potential interactions in the
gene–diet analyses.

Several limitations deserve attention. First, because our
study was observational, the causal relationship between fried
food intake and genetic risk and the development of obesity
could not be inferred. Unmeasured or residual confounding
factors could also not be completely ruled out, although we
have comprehensively adjusted for potential confounding
factors. Second, despite 24 h recall being acknowledged as the
priority method for comprehensively recording dietary data,
the information on the types of oil used for frying, frying time

Fig. 3 The relationship between fried food consumption and adiposity indicators. The associations of fried food intake with the BMI, WC and BF%
(A). The joint association of fried food consumption with the overall-obesity GRS on the BMI (B), WC (C), and BF% (D). General linear models were
used to calculate the β and SE. BMI = body mass index, WC = waist circumference, BF = body fat, SE = standard error. The generalize linear model
was adjusted for age, sex, race, centers, education, Townsend deprivation index, household income, smoking, alcohol consumption, physical activity,
sleep pattern, energy intake, and BMI, WC or BF% at baseline (according to the outcome). Horizontal lines represent 95% CIs. Exclusion: 183 partici-
pants without data of WC at baseline or follow-up duration for the analysis of WC. Exclusion: 710 participants without data of BF% at baseline or
follow-up duration for the analysis of BF%.
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and temperature, frying method (deep, stir-frying, and grid-
dling), and how often oil had been reused remains unclear.
Although we further adjusted for the total energy intake, it was
not possible to examine whether the interactions between
fried food consumption and genetic predisposition to general
obesity and abdominal obesity risk differed by these factors.
Besides, inevitable measurement errors remained for 24 h
dietary recall, such as recall bias and misreporting, though we
had calculated an intake level of each food for all participants.
Third, previous evidence indicated that obese individuals were
more likely to underestimate the intake of unhealthy foods,
such as snacks and French fries.54 Such underestimation of
fried food consumption would dilute or attenuate the real
relationships between fried food consumption and adiposity
risk toward the null. Nevertheless, online questionnaires
would have helped improve the accuracy of dietary intake,
which is expected to minimize reporting bias due to societal
expectations. Finally, due to the inclusion of European
descent, our findings might not be immediately generalized to
other ethnic groups.

Conclusion

In summary, our results demonstrated that the positive associ-
ation of fried food consumption with adiposity risk was modi-
fied by an individual’s genetic makeup. These results demon-
strated that individuals with a low genetic risk might more
likely suffer from adherence to fried food intake in developing
adiposity. Our findings provide important evidence on limiting
fried food consumption for adiposity prevention, especially
among individuals genetically predisposed to abdominal
obesity. More future research studies utilizing large popu-
lation-wide biobanks and precise dietary information are war-
ranted to corroborate our findings.
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