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Abstract 

Background: There is limited information on the association of parental weight change with overweight and obesity 
in offspring. This study aimed to investigate the association between parental weight change and incident over-
weight and obesity in offspring.

Methods: This longitudinal cohort study included 2,963 parent–offspring trios who participated in at least two 
waves of the China Health and Nutrition Survey. The children without overweight and obesity defined by the Inter-
national Obesity Task Force were included at the initial survey. Parental overweight and obesity were defined as body 
mass index ≥ 25 kg/m2.

Results: The incidence of overweight and obesity in offspring was 5.8% during a mean follow-up of 5.4 years. 
Paternal and maternal overweight and obesity at baseline were associated with this condition in offspring at follow-
up (both Ps < 0.05). Compared with the persistent normal group, the persistent overweight and obesity group and 
incident overweight and obesity group (normal weight to overweight and obesity), but not the reversion group 
(overweight and obesity to normal weight), were more likely to report overweight and obesity in offspring at follow-
up, regardless of father’s or mother’s condition. Additionally, compared with offspring whose both parents remained 
normal weight, those whose both parents changed from overweight and obesity to normal weight or whose one 
parent changed from overweight and obesity to normal weight while the other remained normal weight had no 
higher risks of overweight and obesity.

Conclusion: This study highlights the importance of parental weight management in the prevention of overweight/
obesity in offspring.
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Background
The prevalence of overweight and obesity in adults and 
children has rapidly increased in most countries over 
the past two decades [1–3]. This global overweight and 

obesity epidemic has been hard to control given that this 
condition develops in early life and persists into middle 
and late life [4]. Consequently, prevention of childhood 
overweight and obesity has become a global priority.

To develop effective strategies to prevent overweight 
and obesity in early life, the major and modifiable risk 
factors for these conditions need to be determined. Most 
previous studies have focused on children’s own risk fac-
tors for overweight and obesity [5]. However, the trans-
mission of overweight and obesity across generations 
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has recently gained increasing attention. Cross-sectional 
studies have indicated that parental overweight and obe-
sity are positively correlated with these conditions in off-
spring [6, 7]. Moreover, cohort studies have confirmed 
the correlation of parental overweight and obesity during 
pre-pregnancy with the high body mass index (BMI) of 
their infant, adolescent, and young adult offspring [8–
10]. Pre-conception parental obesity induces obesity in 
offspring via epigenetic mechanisms that influence game-
togenesis and reprogram processes during embryogen-
esis and early development [11, 12]. A systematic review 
and meta-analysis showed that the influence of parental 
overweight and obesity on these conditions in offspring 
varied according to the economic level of the coun-
try they lived in [13]. However, evidence regarding the 
above-mentioned relationship in Chinese population is 
limited. The trends in prevalence of overweight and obe-
sity in Chinese adults and children increase; thus, clari-
fying the association between the weights of the parents 
and offspring has become necessary [1, 2].

This study aimed to examine the association between 
parental change in BMI status and the incidence of over-
weight and obesity in offspring using a cohort study of 
Chinese population.

Methods
Study population
The China Health and Nutrition Survey (CHNS) is an 
open, continuous, household-based cohort study that is 
currently underway in China [14]. It started in 1989, with 
follow-up surveys conducted in 2- or 4-year intervals. A 
total of 10 survey waves were completed between 1989 
and 2015. The CHNS uses a multistage, random-cluster 
design for sampling household members [14]. All meth-
ods were carried out in accordance with the declaration 
of Helsinki. Signed informed consent was obtained from 
all participants prior to each survey. The CHNS was 
approved by the institutional review boards of the Uni-
versity of North Carolina at Chapel Hill and the Insti-
tute of Nutrition and Health, Chinese Center for Disease 
Control and Prevention.

In total, 5,105 children aged 3–17  years who partici-
pated in at least two survey waves (range: 2–5 waves) 
were included in this study. At both the first and last 
surveys, the children were living with their apparently 
healthy parents, and neither the children nor their par-
ents had any obvious outlying data (e.g., BMI > 60 kg/m2 
or < 5 kg/m2). We excluded 1,794 children with parental 
weight or height missing at the initial or last survey. We 
also excluded 348 children with overweight and obesity 
at the initial survey to assess the influence of parental 
weight change on incident overweight and obesity in 

offspring in the cohort. Finally, 2,963 parent–offspring 
trios were included in the current study.

Parental weight
Parental weight in light clothing and height without 
shoes were measured by trained technicians. BMI was 
calculated as weight in kilograms divided by height in 
meters squared (kg/m2). Parental overweight and obesity 
was defined as BMI ≥ 25 kg/m2 [15].

Changes in the maternal and paternal weight status 
from the first to last survey were defined as follows: (i) 
“persistent normal weight” if the status was normal 
weight at both time points, (ii) “incident overweight 
and obesity” if the status changed from normal weight 
to overweight and obesity, (iii) “reversion” if the status 
changed from overweight and obesity to normal weight, 
and (iv) “persistent overweight and obesity” if the status 
was overweight and obesity at both time points.

The participants were then categorized into six groups 
based on the following combinations of paternal and 
maternal weight change: (i) both parents remained nor-
mal weight; (ii) both parents’ weights changed from over-
weight and obesity to normal weight/one parent’s weight 
changed from overweight and obesity to normal weight 
and the other remained normal weight; (iii) one parent 
remained normal weight and the other developed over-
weight and obesity; (iv) one parent remained normal 
weight and the other remained to have overweight and 
obesity; (v) one parent’s weight changed from overweight 
and obesity to normal weight and the other remained to 
have overweight and obesity/one parent’s weight changed 
from overweight and obesity to normal weight and the 
other developed overweight and obesity; and (vi) both 
parents developed overweight and obesity/both parents 
remained to have overweight and obesity/one parent 
remained to have overweight and obesity and the other 
developed overweight and obesity (Table S1).

Children’s weight
The weight and height of the children were measured 
by trained technicians, similar to that mentioned above 
for the parents. Overweight and obesity in offspring was 
defined as BMI greater than or equal to the correspond-
ing sex- and age-specific cut-off values for overweight, as 
established by the International Obesity Task Force [16]. 
The above-mentioned sex- and age-specific cut-off values 
were obtained from the centile curves passed through 
cut-off values of 25  kg/m2 at age 18  years (adult over-
weight cut-off values) [16].

Covariates
Sex, age, residence (urban/rural), and ethnicity (Han/oth-
ers) were self-reported at each survey. In offspring, the 
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energy intake was evaluated on the basis of three con-
secutive 24-h dietary recalls and household food invento-
ries according to a Chinese food composition table [17]. 
The details of the dietary assessment are described in a 
previous study [17]. Household assets included color TV, 
refrigerator, microwave oven, electrical cooking pot, air 
conditioner, electric fan, and camera. Considering each 
asset worth 1 point, the household asset score ranged 
from 0 to 7. The length of follow-up was calculated by 
the gap between last and first survey year. We used mode 
imputation method for missing covariates information 
except for sex and age given corresponding missing data 
were less.

Statistical analysis
We used a normality test (the Kolmogorov–Smirnov test) 
to identify whether the data were normally distributed. 
Mean ± standard deviation and median (interquartile 
range) were considered as normal and non-normal con-
tinuous variables, respectively. Categorical variables were 
presented as number (percentages).

A logistic regression model adjusted for sex, ethnicity, 
the length of follow-up, and baseline covariates (the year 
of study entry, age, residence, energy intake, and house-
hold asset score) was used to investigate the influence 
of baseline paternal overweight and obesity (exposure) 
on the incidence of overweight and obesity in offspring 
(outcome). Similarly, we used a covariate-adjusted logis-
tic regression model to assess the association of baseline 
maternal overweight and obesity (exposure) with the 
incidence of overweight and obesity in offspring (out-
come). We also used a covariate-adjusted logistic regres-
sion model to assess the association between the number 
of parents with baseline overweight and obesity (expo-
sure) and the incident overweight and obesity in off-
spring (outcome).

A logistic regression model adjusted for the aforemen-
tioned covariates was also used to assess the association 
of paternal weight change (exposure) with the incidence 
of overweight and obesity in offspring (outcome). We 
also used a covariate-adjusted logistic regression model 
to assess the influence of maternal weight change (expo-
sure) on the incidence of overweight and obesity in 
offspring (outcome). To evaluate the stability of these 
associations, we conducted the sensitivity analyses. First, 
stratified analyses were performed by the sex of offspring 
(male/female offspring). Second, the definition of over-
weight and obesity in Chinese adults (BMI ≥ 24  kg/m2) 
was used to identify paternal and maternal overweight 
and obesity [18]. The definition of overweight and obe-
sity in Chinese children was applied to offspring as well 
[18]. Offspring aged less than 6  years (no cut-off for 
overweight provided by the definition of overweight and 

obesity in Chinese children for this age group) and off-
spring with overweight and obesity, as identified using 
the abovementioned definition at the initial survey, were 
excluded [18]. We repeated the analyses.

In addition, a covariate-adjusted logistic regression 
model was used to assess the influence of the various 
combinations of paternal and maternal weight change 
(exposure) on the incidence of overweight and obesity in 
offspring (outcome).

All analyses were performed using SAS 9.4 (SAS Insti-
tute Inc., Cary, NC), and two-tailed P values ≤ 0.05 were 
considered statistically significant.

Results
The incidence of overweight and obesity in offspring was 
5.8% during a mean follow-up of 5.4 years. The baseline 
characteristics of the parent–offspring trios are summa-
rized in Table 1. The median ages of the offspring, fathers, 
and mothers at baseline were 7.0, 36.0, and 34.0  years, 
respectively. The median BMIs of the offspring, fathers, 
and mothers at baseline were 15.5, 21.6, and 21.5 kg/m2, 
respectively. The prevalence of paternal and maternal 
overweight and obesity at baseline was 13.7% and 14.3%, 
respectively.

Table  S2 presents the parental baseline weight and 
risk of overweight and obesity in offspring. Paternal and 
maternal overweight and obesity at baseline were sig-
nificantly associated with these conditions in offspring 
at follow-up (all Ps < 0.05). Children who had one or both 
parents with overweight and obesity at baseline were 
more likely to have overweight and obesity at follow-
up than those whose both parents had normal weight 
(all Ps < 0.05). A significant increase trend was noted in 
the prevalence of overweight and obesity in offspring at 
follow-up across the increasing number of parents with 
overweight and obesity at baseline (P for trend < 0.001).

Table  2 shows the parental weight change and risk of 
overweight and obesity in offspring. Compared with 
the paternal persistent normal group, the paternal per-
sistent overweight and obesity group (odds ratio [95% 
confidence interval], OR [95% CI]: 3.22 [2.13, 4.87]) and 
the paternal incident overweight and obesity group (OR 
[95% CI]: 2.46 [1.58, 3.84]), but not the paternal reversion 
group, were more likely to report overweight and obesity 
in offspring at follow-up. Similar results were obtained 
for the association of maternal weight change with the 
incidence of overweight and obesity in offspring. Table S3 
reports the results of sensitivity analyses stratified by the 
sex of offspring. In male offspring, the influence of pater-
nal and maternal weight change on the incidence of over-
weight and obesity were similar to those reported above. 
In female offspring, compared with the paternal persis-
tent normal group, the paternal persistent overweight 
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and obesity group was more likely to report overweight 
and obesity in offspring at follow-up; however, we did not 
identify similar trends in the mother–female offspring 
weight association. Table  S4 presents the results of the 
sensitivity analyses using the China overweight and obe-
sity definition. In general, the results did not change sub-
stantially relative to the findings presented by Table 2.

Table 3 shows the combined influence of paternal and 
maternal weight change on the incidence of overweight 
and obesity in offspring at follow-up. Compared with 
children whose both parents remained normal weight, 
those whose one parent remained normal weight and the 
other developed overweight and obesity or whose one 
parent remained normal weight and the other remained 
to have overweight and obesity had higher risks of report-
ing overweight and obesity at follow-up (all Ps < 0.05). 
However, children whose both parents changed from 
overweight and obesity to normal weight or whose one 
parent changed from overweight and obesity to normal 
weight and the other remained normal weight did not 
report such higher risks (OR [95% CI]: 1.33 [0.51, 3.49]).

Discussion
In this study, parental overweight and obesity at baseline 
were significantly correlated with these conditions in off-
spring at follow-up. Compared with the persistent nor-
mal group, the persistent overweight and obesity group 
and the incident overweight and obesity group, but not 
the reversion group, were more likely to report over-
weight and obesity in offspring at follow-up, regardless of 
the father’s or mother’s condition. Compared with chil-
dren whose both parents remained normal weight, those 
whose both parents changed from overweight and obe-
sity to normal weight or whose one parent changed from 

Table 1 Baseline characteristics of participants in this study

The normal and non-normal continuous variables were described as 
mean ± standard deviation and median (interquartile range), respectively. 
Categorical variables were presented as number (percentages)

BMI indicates body mass index

Variables

Household (n = 2963)

  Household asset score 1.0 (2.0)

  Urban residence 803 (27.1%)

Year of study entry

  1991 1545 (52.1%)

  1993 265 (8.9%)

  1997 382 (12.9%)

  2000 202 (6.8%)

  2004 195 (6.6%)

  2006 97 (3.3%)

  2009 165 (5.6%)

  2011 112 (3.8%)

Father (n = 2963)

  Age, years 36.0 (8.0)

  BMI, kg/m2 21.6 (3.3)

  Overweight and obesity 405 (13.7%)

Mother (n = 2963)

  Age, years 34.0 (8.0)

  BMI, kg/m2 21.5 (3.6)

  Overweight and obesity 425 (14.3%)

Children (n = 2963)

  Male 1536 (51.8%)

  Age, years 7.0 (6.0)

  Han Nationality 2524 (85.2%)

  Energy intake, kcal/day 1669.6 (851.0)

  BMI, kg/m2 15.5 (2.1)

  Overweight and obesity 0

Table 2 Parental weight change and risk of overweight and obesity in offspring

a Adjusted for sex, the length of follow-up, Han Nationality, and baseline characteristics (year of study entry, age, household asset score, urban residence and energy 
intake)

OR indicates odds ratio, CI indicates confidence interval

Ref indicated that the corresponding group was considered as “reference” group

Weight status Incidence of overweight and obesity in 
offspring, %

OR (95%CI)a P

Paternal weight change

  Persistent normal weight (n = 2252) 3.8 Ref

  Reversion (n = 94) 7.5 1.74 (0.75–4.02) 0.198

  Incident overweight and obesity (n = 306) 10.5 2.46 (1.58–3.84)  < 0.001

  Persistent overweight and obesity (n = 311) 15.1 3.22 (2.13–4.87)  < 0.001

Maternal weight change

  Persistent normal weight (n = 2232) 4.9 Ref

  Reversion (n = 73) 2.7 0.58 (0.14–2.45) 0.457

  Incident overweight and obesity (n = 306) 8.2 1.77 (1.10–2.82) 0.018

  Persistent overweight and obesity (n = 352) 9.9 2.03 (1.34–3.09)  < 0.001
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overweight and obesity to normal weight while the other 
remained normal weight had no higher risks of reporting 
overweight and obesity at follow-up.

The findings of the present study are consistent with 
those of a previous study that reported that overweight 
and obesity during the parent’s course of life are asso-
ciated with the risk of the same conditions in offspring 
aged 4–18 years [19]. A cohort study further pointed out 
that parental obesity during their offspring’s childhood 
is a primary determinant of obesity in adult offspring 
[20]. The 1958 British Birth Cohort and the Framingham 
Heart Study both reported the transmission of over-
weight and obesity across two generations and demon-
strated that the significant association between parental 
and children’s overweight and obesity had strengthened 
over time [21, 22]. Our findings were also consistent with 
those of another study showing that children whose one 
or both parents had overweight and obesity were more 
likely to develop overweight and obesity than those 
whose both parents had normal weight [20, 22, 23].

The advantage of this study is that it clarifies the rela-
tionship between parental weight change and the inci-
dence of overweight and obesity in offspring during 
the offspring’s childhood. Our findings are in accord-
ance with a previous study showing that an excessive 
increase in the BMI of parents over 16 years of follow-
up predicted the incidence of overweight and obesity in 
offspring [10]. The findings of the Framingham Heart 
Study also partly support our finding that parental 
obesity predicted weight gain and incident obesity in 

offspring [22]. The results of previous studies regarding 
mother–son, father–son, and father–daughter weight 
relationships are also similar to our findings [24–26]. 
Notably, studies have revealed significant correlations 
between the weight statuses of mothers and daughters 
[24–26]. However, no association between mothers’ 
weight change and the incidence of overweight and 
obesity in female offspring was observed in our study. 
This discrepancy is likely due to the differences in the 
sample size, age range, and ethnic composition of the 
study populations and the time points for measuring 
the parental and offspring weight and height. The Lon-
gitudinal Study of Australian Children indicates that 
fathers rather than mothers play an important role in 
the development of overweight and obesity in offspring, 
which is partly lined with our findings [27]. Further 
studies are needed to compare the relative associations 
of paternal and maternal weight with weight in off-
spring during different time periods [13].

Both our study and the Northern Finland Birth Cohort 
1986 reported the combined associations between paren-
tal weight change and the incidence of overweight and 
obesity in offspring [10]. In contrast to a previous study, 
this study provided value information: compared with 
children whose both parents remained normal weight, 
those whose both parents changed from overweight and 
obesity to normal weight or whose one parent changed 
from overweight and obesity to normal weight while the 
other remained normal weight had no higher risks of 
reporting overweight and obesity at follow-up [10].

Table 3 Combinations of paternal and maternal weight change and risk of overweight and obesity in offspring

a  Adjusted for sex, the length of follow-up, Han Nationality, and baseline characteristics (year of study entry, age, household asset score, urban residence and energy 
intake)
b  Participants were categorized into six groups based on the combinations of paternal and maternal weight change (Table S1)

OR indicates odds ratio, CI indicates confidence interval

Ref indicated that the corresponding group was considered as “reference” group

Weight  changeb Incidence of overweight 
and obesity in offspring, 
%

OR (95%CI)a P

Both parents remained normal weight (n = 1777) 3.4 Ref

Both parents’ weights changed from overweight and obesity to normal weight/one parent’s 
weight changed from overweight and obesity to normal weight and the other remained 
normal weight (n = 110)

4.6 1.33 (0.51–3.49) 0.560

One parent remained normal weight and the other developed overweight and obesity 
(n = 412)

6.1 1.74 (1.06–2.86) 0.028

One parent remained normal weight and the other remained to have overweight and obesity 
(n = 413)

10.7 2.80 (1.83–4.28)  < 0.001

One parent’s weight changed from overweight and obesity to normal weight and the other 
remained to have overweight and obesity/one parent’s weight changed from overweight 
and obesity to normal weight and the other developed overweight and obesity (n = 52)

7.7 1.77 (0.59–5.29) 0.309

Both parents developed overweight and obesity/ Both parents remained to have overweight 
and obesity/One parent remained to have overweight and obesity and the other developed 
overweight and obesity (n = 199)

16.6 4.47 (2.76–7.23)  < 0.001
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Some potential mechanisms may explain our find-
ings. First, overweight and obesity are partly influenced 
by genetic determinants [19, 28]. A study indicated that 
assortative mating for obesity contributes to the risk 
of obesity in offspring and consequently to the obesity 
epidemic [29]. A UK sample of 5,092 twin pairs aged 
8–11 years confirmed the high impact of genetic deter-
minants on BMI [30]. Second, family members may 
share similar social environment, lifestyle, and dietary 
patterns [19, 22, 26, 31], given that parents shape the 
behavior patterns of their offspring and create a family 
environment. For example, parental eating preferences 
have been shown to have a crucial impact on the food 
choice and the consequent obesity risk of adolescents 
[26, 32]. Taken together, the literature suggests that 
parental obesity represents a surrogate marker of the 
influence of genetic determinants and shared environ-
ment, lifestyle, and dietary patterns on the obesity risk 
of their offspring [31].

The strengths of this study include the household-
based design and longitudinal cohort that allowed us to 
directly measure parental weight over the long term and 
obtain high-quality data. Additionally, we also acknowl-
edge several limitations in this study. First, the small 
sample size may have affected the results of our analyses. 
Further studies using larger cohorts are needed to verify 
our findings. However, our main results (e.g. associa-
tion between parental overweight and obesity and these 
conditions in offspring) were consistent with a previous 
meta-analysis [13]. Second, the biological mechanism 
underlying the parent–offspring weight relationship was 
not determined in this study. However, our study and 
previous publications suggested that the biological mech-
anism associated with genetic determinants and shared 
environment, lifestyle, and dietary patterns should be 
determined [19, 22, 26, 28–31]. Third, our study was con-
ducted in a Chinese cohort. The findings needed to be 
interpreted with caution in other population. However, a 
previous meta-analysis including participants from many 
countries confirmed our main results [13]. Finally, given 
the observational nature of this study, causal associations 
could not be established.

Conclusions
In summary, this study showed that parental weight 
change was associated with the incidence of overweight 
and obesity in offspring. This finding emphasizes the 
importance of parental weight management in the pre-
vention of overweight and obesity in offspring.

Abbreviations
BMI: Body mass index; CHNS: China Health and Nutrition Survey.

Supplementary Information
The online version contains supplementary material available at https:// doi. 
org/ 10. 1186/ s12887- 022- 03399-8.

Additional file 1: Table S1 Groups based on the combinations of pater-
nal and maternal weight change. Table S2 Parental baseline weight and 
risk of overweight and obesity in offspring at follow up. Table S3 Parental 
weight change and risk of overweight and obesity in male and female 
offspring. Table S4 Parental weight change and risk of overweight and 
obesity in offspring using China overweight and obesity definition.

Acknowledgements
This research uses data from China Health and Nutrition Survey (CHNS). We are 
grateful to research grant funding from the National Institute for Health (NIH), 
the Eunice Kennedy Shriver National Institute of Child Health and Human 
Development (NICHD) for R01 HD30880, National Institute on Aging (NIA) for 
R01 AG065357, National Institute of Diabetes and Digestive and Kidney Dis-
eases (NIDDK) for R01DK104371 and R01HL108427, the NIH Fogarty grant D43 
TW009077 since 1989, and the China-Japan Friendship Hospital, Ministry of 
Health for support for CHNS 2009, Chinese National Human Genome Center at 
Shanghai since 2009, and Beijing Municipal Center for Disease Prevention and 
Control since 2011. We thank the National Institute for Nutrition and Health, 
China Center for Disease Control and Prevention, Beijing Municipal Center for 
Disease Control and Prevention, and the Chinese National Human Genome 
Center at Shanghai.

Authors’ contributions
Dr Fan conceptualized and designed the study, carried out the initial analyses, 
drafted the initial manuscript and reviewed and revised the manuscript; 
Dr Zhang critically reviewed and revised the manuscript; and all authors 
approved the final manuscript as submitted.

Funding
This study was supported by the PhD Funding Program of North Sichuan 
Medical College (CBY18-QD02). The funders had no role in the design and 
conduct of the study; collection, management, analysis, and interpretation of 
the data; preparation, review, or approval of the manuscript; and decision to 
submit the manuscript for publication.

Availability of data and materials
The datasets used and/or analyzed during the current study are available from 
the corresponding author on reasonable request.

Declarations

Ethics approval and consent to participate
Informed consent was obtained from all subjects and/or their legal 
guardian(s). The CHNS was approved by the institutional review boards of the 
University of North Carolina at Chapel Hill and the Institute of Nutrition and 
Health, Chinese Center for Disease Control and Prevention.

Consent for publication
Not applicable.

Competing interests
The authors declare that they have no competing interests.

Author details
1 Department of Epidemiology and Health Statistics, School of Public Health, 
North Sichuan Medical College, No. 234 Fujiang Road, Shunqing District, Nan-
chong 637000, China. 2 Thomas E.Starzl Transplantation Institute, University 
of Pittsburgh Medical Center, Pittsburgh, USA. 

Received: 25 January 2022   Accepted: 3 June 2022

https://doi.org/10.1186/s12887-022-03399-8
https://doi.org/10.1186/s12887-022-03399-8


Page 7 of 7Fan and Zhang  BMC Pediatrics          (2022) 22:330  

•
 
fast, convenient online submission

 •
  

thorough peer review by experienced researchers in your field

• 
 
rapid publication on acceptance

• 
 
support for research data, including large and complex data types

•
  

gold Open Access which fosters wider collaboration and increased citations 

 
maximum visibility for your research: over 100M website views per year •

  At BMC, research is always in progress.

Learn more biomedcentral.com/submissions

Ready to submit your researchReady to submit your research  ?  Choose BMC and benefit from: ?  Choose BMC and benefit from: 

References
 1. GBD 2015 Obesity Collaborators. Health effects of overweight and obe-

sity in 195 countries over 25 years. N Engl J Med. 2017;377(1):13–27.
 2. NCD Risk Factor Collaboration (NCD-RisC). Worldwide trends in 

body-mass index, underweight, overweight, and obesity from 1975 
to 2016: a pooled analysis of 2416 population-based measurement 
studies in 128.9 million children, adolescents, and adults. Lancet. 
2017;390(10113):2627–42.

 3. Fan H, Zhang X. Recent trends in overweight and obesity in adolescents 
aged 12 to 15 years across 21 countries. Pediatr Obes. 2022;17(1):e12839.

 4. Ryder JR, Jacobs DR Jr, Sinaiko AR, Kornblum AP, Steinberger J. Longi-
tudinal changes in weight status from childhood and adolescence to 
adulthood. J Pediatr. 2019;214:187–92.

 5. Ding C, Fan J, Yuan F, Feng G, Gong W, Song C, et al. Association between 
physical activity, sedentary behaviors, sleep, diet, and adiposity among 
children and adolescents in China. Obes Facts. 2022;15(1):26–35.

 6. Næss M, Holmen TL, Langaas M, Bjørngaard JH, Kvaløy K. Intergenera-
tional transmission of overweight and obesity from parents to their 
adolescent offspring - The HUNT Study. PLoS One. 2016;11:e0166585.

 7. Savva SC, Kourides Y, Tornaritis M, Epiphaniou-Savva M, Chadjigeorgiou C, 
Kafatos A. Obesity in children and adolescents in Cyprus. Prevalence and 
predisposing factors. Int J Obes Relat Metab Disord. 2002;26(8):1036–45.

 8. Riaño-Galán I, Fernández-Somoano A, Rodríguez-Dehli C, Valvi D, 
Vrijheid M, Tardón A. Proatherogenic lipid profile in early childhood: 
association with weight status at 4 years and parental obesity. J Pediatr. 
2017;187:153–7.

 9. Zalbahar N, Najman J, McIntrye HD, Mamun A. Parental pre-pregnancy 
BMI influences on offspring BMI and waist circumference at 21 years. Aust 
N Z J Public Health. 2016;40(6):572–8.

 10. Jääskeläinen A, Pussinen J, Nuutinen O, Schwab U, Pirkola J, Kolehmainen 
M, et al. Intergenerational transmission of overweight among Finnish 
adolescents and their parents: a 16-year follow-up study. Int J Obes 
(Lond). 2011;35(10):1289–94.

 11. Hieronimus B, Ensenauer R. Influence of maternal and paternal pre-
conception overweight/obesity on offspring outcomes and strategies for 
prevention. Eur J Clin Nutr. 2021;75(12):1735–44.

 12. Gingras V, Hivert MF, Oken E. Early-life exposures and risk of diabetes mel-
litus and obesity. Curr Diab Rep. 2018;18(10):89.

 13. Wang Y, Min J, Khuri J, Li M. A systematic examination of the associa-
tion between parental and child obesity across countries. Adv Nutr. 
2017;8(3):436–48.

 14. Popkin BM, Du S, Zhai F, Zhang B. Cohort profile: the China Health and 
Nutrition Survey-monitoring and understanding socioeconomic and 
health change in China, 1989–2011. Int J Epidemiol. 2010;39(6):1435–40.

 15. World Health Organisation. Obesity: preventing and managing the 
global epidemic. Report of a WHO consultation, Geneva, 3 5 Jun 1997. 
Geneva:WHO, 1998. (WHO/NUT/98.1.)

 16. Cole TJ, Bellizzi MC, Flegal KM, Dietz WH. Establishing a standard defini-
tion for child overweight and obesity worldwide: international survey. 
BMJ. 2000;320(7244):1240–3.

 17. Aburto TC, Gordon-Larsen P, Poti JM, et al. Is a hypertension diagnosis 
associated with improved dietary outcomes within 2 to 4 years? A fixed-
effects analysis from the China health and nutrition survey. J Am Heart 
Assoc. 2019;8(21):e012703.

 18. National Health Commission of the People’s Republic of China. Screening 
for overweight and obesity among school-age children and adolescents. 
Available at www. nhc. gov. cn/ ewebe ditor/ uploa dfile/ 2018/ 03/ 20180 
32909 45543 67. pdf Last accessed 19 Dec 2021.

 19. Li L, Law C, Lo Conte R, Power C. Intergenerational influences on child-
hood body mass index: the effect of parental body mass index trajecto-
ries. Am J Clin Nutr. 2009;89(2):551–7.

 20. Whitaker RC, Wright JA, Pepe MS, Seidel KD, Dietz WH. Predicting obesity 
in young adulthood from childhood and parental obesity. N Engl J Med. 
1997;337(13):869–73.

 21 Pinot de Moira A, Power C, Li L. Changing influences on childhood 
obesity: a study of 2 generations of the 1958 British birth cohort. Am J 
Epidemiol. 2010;171(12):1289–98.

 22. Fox CS, Pencina MJ, Heard-Costa NL, Shrader P, Jaquish C, O’Donnell CJ, 
et al. Trends in the association of parental history of obesity over 60 years. 
Obesity (Silver Spring). 2014;22(3):919–24.

 23. Grant JF, Chittleborough CR, Taylor AW. parental midlife body shape and 
association with multiple adult offspring obesity measures: North West 
Adelaide Health Study. PLoS One. 2015;10:e0137534.

 24 Perez-Pastor EM, Metcalf BS, Hosking J, Jeffery AN, Voss LD, Wilkin TJ. 
Assortative weight gain in mother-daughter and father-son pairs: an 
emerging source of childhood obesity. Longitudinal study of trios (Early-
Bird 43). Int J Obes (Lond). 2009;33(7):727–35.

 25. Swanton S, Choh AC, Lee M, Laubach LL, Linderman JK, Czerwinski 
SA, et al. Body mass index associations between mother and offspring 
from birth to age 18: the Fels Longitudinal Study. Obes Sci Pract. 
2017;3(2):127–33.

 26. Burke V, Beilin LJ, Dunbar D. Family lifestyle and parental body mass index 
as predictors of body mass index in Australian children: a longitudinal 
study. Int J Obes Relat Metab Disord. 2001;25(2):147–57.

 27. Freeman E, Fletcher R, Collins CE, Morgan PJ, Burrows T, Callister R. Pre-
venting and treating childhood obesity: time to target fathers. Int J Obes 
(Lond). 2012;36(1):12–5.

 28. Kumar S, Kelly AS. Review of childhood obesity: from epidemiology, etiol-
ogy, and comorbidities to clinical assessment and treatment. Mayo Clin 
Proc. 2017;92(2):251–65.

 29. Jacobson P, Torgerson JS, Sjöström L, Bouchard C. Spouse resemblance 
in body mass index: effects on adult obesity prevalence in the offspring 
generation. Am J Epidemiol. 2007;165(1):101–8.

 30. Wardle J, Carnell S, Haworth CM, Plomin R. Evidence for a strong genetic 
influence on childhood adiposity despite the force of the obesogenic 
environment. Am J Clin Nutr. 2008;87(2):398–404.

 31. Linabery AM, Nahhas RW, Johnson W, Choh AC, Towne B, Odegaard AO, 
et al. Stronger influence of maternal than paternal obesity on infant and 
early childhood body mass index: the Fels Longitudinal Study. Pediatr 
Obes. 2013;8(3):159–69.

 32. Babajafari S, Marks GC, Mamun AA, O’Callaghan MJ, Najman JM. Family 
food behaviours and adolescents’ overweight status: a mother-offspring 
link study. Iran Red Crescent Med J. 2011;13(11):783–94.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.

http://www.nhc.gov.cn/ewebeditor/uploadfile/2018/03/20180329094554367.pdf
http://www.nhc.gov.cn/ewebeditor/uploadfile/2018/03/20180329094554367.pdf

	Influence of parental weight change on the incidence of overweight and obesity in offspring
	Abstract 
	Background: 
	Methods: 
	Results: 
	Conclusion: 

	Background
	Methods
	Study population
	Parental weight
	Children’s weight
	Covariates
	Statistical analysis

	Results
	Discussion
	Conclusions
	Acknowledgements
	References


