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Introduction

The rise in obesity and comorbidities such as dyslipidemia are 
a public health crisis that has steadily worsened over the last 
20 years.1,2 Research has also consistently shown that obesity 
and its comorbidities predispose individuals to conditions from 
diabetes to cancer.3,4 As these diseases have grown in impor-
tance, researchers have sought targets for preventing them. A 
convincing body of evidence shows the impact of birthweight 
on the later development of obesity and dyslipidemia.5-7

Scientists postulate that high birthweight indicates exces-
sive nutrition in utero resulting in metabolic changes and 
predisposing the infant to obesity throughout its life.8,9 

Conversely, researchers propose that low birthweight indi-
cates fetal under-nutrition that leads to in-utero changes in 
glucose: insulin metabolism. It is thought that a combination 
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of insulin resistance and parent over-feeding of small for 
gestational age infants predispose patients to diabetes, meta-
bolic syndrome, and central obesity later in life.9-11 Though 
most existing literature has focused on substantiating the 
link between birthweight and pediatric metabolic diseases, a 
growing number of studies suggest the persistence of these 
associations into adolescence.5 Fewer published studies 
show an association between birthweight and obesity and 
dyslipidemia in adulthood.8,12-14

Studies in Sweden have found a correlation between 
high birthweight and later obesity and other chronic ill-
nesses.8,13,15 In contrast, some studies have shown a correla-
tion between low birthweight and metabolic syndrome, 
insulin resistance, and central obesity in adulthood.16-21 
Additionally, a few studies have shown a U-shaped or 
J-shaped relationship between birthweight and obesity, 
demonstrating correlations between both, high and low 
birthweight and obesity.22,23 Similarly, with regards to dys-
lipidemia, studies in Australia, Norway, and Spain show an 
association between low birthweight and dyslipidemia.24-27 
Despite their strengths, these studies have limited general-
izability due to non-representative study samples and their 
locations abroad.

The aim of this study is to evaluate the relationship of 
birthweight for gestational age and perinatal factors with 
long-term incidence of severe adult obesity and dyslipid-
emia in a United States cohort accounting for several 
infant and mother related variables, including socioeco-
nomic status. We hypothesized that large for gestational 
age or small for gestational age would be associated with 
increased long-term incidence of severe obesity compared 
to normal birthweight for gestational age. We also postu-
lated that small for gestational age would be associated 
with dyslipidemia.

Methods

Study Setting and Population

We conducted a population-based retrospective cohort 
study using the 1976 to 1982 Olmsted County birth cohort, 
which consists of 10 938 individuals born between January 
1, 1976 and December 31, 1982 to mothers residing in 
Olmsted County, Minnesota at the time of the child’s birth.28 
Olmsted County is located in southeast Minnesota and as of 
the 1980 census there were 92 006 residents, of which 98% 
were white. As of the 2000 census, 91.1% of individuals 
25 years and older had a bachelor’s degree or higher and 
3.8% of families were below the poverty level, compared to 
rates of 80.4% and 9.2%, respectively, for the general US 
population.29 The cohort was assembled using birth certifi-
cate data obtained from the Minnesota Department of 
Health and using the resources of the Rochester 
Epidemiology Project (REP). The REP is a medical records-
linkage system that includes outpatient and inpatient records 

from providers in the community and the Mayo Clinic 
Health System, including Mayo Clinic, Olmsted Medical 
Center, their affiliated hospitals, as well as smaller care pro-
viders.30 The study protocol was approved by the 
Institutional Review Boards at both the Mayo Clinic and 
Olmsted Medical Center.

This study focuses on 7394 individuals who met the 
inclusion criteria for this study after excluding 17 indi-
viduals whose residency could not be confirmed at birth, 
136 who had denied access to all of their medical records 
for research purposes, 3198 without a clinical visit in the 
REP after 18 years of age, and 193 who lacked 3 or more 
visits prior to age 5.5 years. Patients with less than 3 visits 
prior to age 5.5 years were not included in this study due to 
their exclusion from a partner study using the same study 
example.

Outcome Variables

Severe obesity and dyslipidemia in adulthood, age 18 years 
or older, served as the primary outcome variables. Patients 
in the cohort had their 18th birthday between January 1, 
1994 and December 31, 2000. The date of the first docu-
mented occurrence of severe obesity prior to October 31, 
2020, defined as BMI ≥ 40 kg/m2, was obtained electroni-
cally through the REP or identified through manual review 
of medical records. For instances without simultaneous 
height and weight measurements, the closest adult height 
measurement to the corresponding weight measurement 
was used to calculate BMI. We did not consider weights of 
pregnant women 6 months before to 3 months after preg-
nancy. Because height, weight, and BMI were only elec-
tronically retrievable starting in 1994 for clinical visits at 
the Mayo Clinic and starting in 2002 for clinical visits at 
Olmsted Medical Center, we also used International 
Classification of Diseases Ninth Revision diagnosis codes 
for morbid obesity and BMI of 40 or higher to further iden-
tify patients with a BMI ≥ 40 kg/m2. A patient was only 
considered to have severe obesity if there was a documented 
BMI ≥ 40 kg/m2 irrespective of the diagnosis code.

Dyslipidemia was determined by laboratory values that 
were obtained electronically up through October 31, 2020. 
For this study, the date of the first documented occurrence of 
dyslipidemia was identified based on either a total choles-
terol ≥200 mg/dL, non-high density lipoprotein (non-HDL) 
≥145 mg/dL or HDL cholesterol <40 mg/dL.31 Both low 
density lipoprotein (LDL) cholesterol and triglyceride levels 
were not used to define dyslipidemia in this study as they are 
significantly impacted by fasting status which can’t be deter-
mined in this retrospective population-based study.31

Primary Independent Variable

Birthweight and birthweight for gestational age served as 
the primary risk factors of interest. Both birthweight and 
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gestational age were obtained from the patient’s birth cer-
tificate. Birthweight for gestational age during this era was 
defined as small (SGA), average (AGA), or large (LGA) for 
gestational age using the 10th and 90th percentiles deter-
mined for each gestational age of 30 772 deliveries during 
1962 to 1969 in Cleveland, Ohio of single live births.32

Covariates

The following maternal and birth characteristics were also 
obtained from the birth certificate data and evaluated: 
mother’s age and education level, parity, type of delivery, 
single/multiple gestation, and child’s race and sex at birth. 
Gestational age was divided into 7 categories based on 
guidelines by the American Academy of Pediatrics and the 
American College of Obstetricians and Gynecologists: 
extremely preterm (<28 weeks), very preterm (28-
31 weeks), moderate to very late preterm (32-36 weeks), 
early term (37-38 weeks), full term (39-40 weeks), late term 
(41 weeks), and postterm (42-43 weeks).33,34

Socioeconomic status (SES) at birth was quantified 
using the HOUSES index, a validated index that assesses 
individual SES from property data using a patient’s 
address.35 The HOUSES Index is represented by a single 
factor made up of 4 items (number of bedrooms, number of 
bathrooms, square footage of the unit, and estimated value 
of the unit) ascertained from the county Assessor’s office. 
Since the original validation of HOUSES index, it has 
shown to predict a broad range of health outcomes for both 
adults and children which are known to be inversely associ-
ated with SES and compare favorably to other methods of 
estimating SES.35-47 The HOUSES Index was determined 
using data from 1985 property data of the Olmsted County 
(the earliest property data available) by matching with the 
address where the child lived at birth, but only for houses 
with a valid street address (eg, PO Box address, incomplete 
address not matched).

Statistical Analysis

Data was analyzed using SAS version 9.4 statistical soft-
ware (SAS Institute, NC; Cary, NC) and version 1.4.1103-4 
of RStudio. Maternal and birth characteristics were sum-
marized using standard descriptive statistics. Follow-up 
was calculated starting at each individual’s 18th birthday up 
until the date of the outcome of interest (ie, first date when 
BMI ≥ 40 kg/m2 or first date when laboratory values met 
criteria for dyslipidemia); the follow-up of individuals 
without the outcomes was censored at the date of their last 
clinical visit prior to October 31, 2020. Univariate Cox pro-
portional hazards models were fit to evaluate the associa-
tion of each characteristic with the risk of severe obesity 
and dyslipidemia, respectively, using age as the time scale. 
Continuously scaled characteristics were each evaluated in 

univariate Cox models using penalized smoothing splines 
to assess the functional form of the relationship with the 
risk of the outcome. Prior to fitting full multivariable mod-
els, missing values for the maternal and birth characteristics 
were handled using multiple imputation. Ten multiple 
imputation datasets were created using fully conditional 
specification methods and the Rubin rules were used to 
combine the results from the Cox proportional hazards 
models fit using the multiple imputed datasets. Birthweight 
and birthweight for gestational age were each evaluated in 
separate multivariable models given the relationship 
between birthweight, gestational age, and birthweight for 
gestational age. Both birthweight and gestational age were 
included in Model A, but not the categories for birthweight 
for gestational age. Whereas, the categories for birthweight 
for gestational age was included in Model B, but not birth-
weight or gestational age. Associations were summarized 
using the hazard ratio (HR) and corresponding 95% confi-
dence interval (CI) estimated by the models. All calculated 
P-values were 2-sided and P-values <.05 were considered 
statistically significant.

Results

The maternal and birth characteristics of the 7394 individu-
als included in the analysis cohort are summarized in the 
first column of Table 1. Overall, 51.9% of patients were 
male and 98.4% of patients were white. The mean birth-
weight was 3478.8 (SD, 553.2) grams and 4.2% (308/7378) 
had a low birthweight (<2500 g). The distribution of birth-
weight for gestational age was 3.6%, 71.0%, and 22.6% for 
SGA, AGA, and LGA, respectively, with the remaining 
2.8% having incomplete information on either birthweight 
or gestational age.

Among the 7394 individuals, 798 were identified as hav-
ing severe obesity and 2357 had dyslipidemia after 18 years 
of age. Among the remaining 4764 individuals who did not 
have either outcome, the median age at their last clinical 
visit was 32.8 (interquartile range, 23.4-38.8) years.

Severe Obesity

In the univariate analysis (Table 1), female sex, singleton 
birth, younger maternal age (Figure 1B), lower maternal 
education (Figure 1C), being the first child, and lower SES 
based on the HOUSES index (Figure 1D) were each signifi-
cantly associated with an increased risk of severe obesity in 
adulthood. Neither birthweight (HR per 500 g decrease 
1.01, 95% CI 0.95-1.08, Figure 1A) nor birthweight for ges-
tational age (HR for SGA vs AGA 1.04, 95% CI 0.73-1.48) 
were significantly associated with an increased risk of 
severe obesity in adulthood. After imputing for missing 
covariate values, 2 separate full multivariable models were 
fit. In both multivariable models, female sex, singleton 
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birth, lower maternal education, and lower SES based on 
the HOUSES index were all independently associated with 
an increased risk of severe obesity (Table 1, Models A and 
B). Neither birthweight (in model A) nor birthweight for 
gestational age (in Model B) were statistically significant in 
these adjusted analyses.

Dyslipidemia

As shown in Figure 2, neither maternal age, maternal edu-
cation, nor the HOUSES index were significantly associ-
ated with increased risk of dyslipidemia in adulthood, 

whereas the hazard ratio for birthweight was 1.19 per 500 g 
decrease in weight (95% CI 0.99-1.44, Figure 2A). 
Birthweight for gestational age did not attain statistical sig-
nificance in the adjusted analysis (Table 2, Model B). 
Univariately, non-white race and singleton birth were each 
significantly associated with increased risk of dyslipidemia, 
with hazard ratios of 1.44 (95% CI 1.05-1.98) and 1.50 
(95% CI 1.07-2.12), respectively (Table 2). In multivariable 
model A, non-white race, singleton birth, and birthweight 
(HR per 500 g decrease 1.05, 95% CI 1.00-1.09) were all 
independently associated with an increased risk of dyslipid-
emia (Table 2, Model A). Given the significant association 

Figure 1.  Hazard ratio (HR) for the risk of severe obesity across the range of (A) birthweight, (B) maternal age, (C) maternal 
education, and (D) z-score for the HOUSES index, respectively. The referent (HR of 1) was pre-defined at the mean of each variable. 
To address the wide 95% confidence bands (dashed lines) in the tails of each distribution the values in the tails were rounded to the 
lowest and highest values shown along each x-axis.
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observed for birthweight, an additional full multivariable 
model was fit including low birthweight (<2500 g vs 
≥2500 g), gestational age, and all of the covariates listed in 
the table except for birthweight and birthweight for gesta-
tional age; the adjusted hazard ratio for low birthweight was 
1.34 (95% CI 1.07-1.67; P = .009). Lastly, in a series of 3 
separate multivariable models restricted to the 7138 indi-
viduals who were white and singleton births, the adjusted 
hazard ratios in each of the models were 1.05 (95% CI 1.00-
1.09, P = .040) for birthweight, 1.08 (95% CI 0.87-1.35, 
P = .48) for SGA versus AGA, and 1.41 (95% CI 1.13-1.77, 
P = .003) for low birthweight.

Discussion

In this study, female sex, singleton birth, less maternal 
education, and lower SES were independently associated 
with an increased risk of severe obesity in adulthood. 
There was no association between birthweight or birth-
weight for gestational age and severe obesity in adulthood. 
There was an association between low birthweight 
(<2500 g) and dyslipidemia.

The lack of association between birthweight and severe 
obesity in our study is a departure from findings of previous 
studies.8,15 The study by Derraik et al8 found Swedish 

Figure 2.  Hazard ratio (HR) for the risk of dyslipidemia across the range of (A) birthweight, (B) maternal age, (C) maternal 
education, and (D) the z-score for HOUSES index, respectively. The referent (HR of 1) was pre-defined at the mean of each variable. 
To address the wide 95% confidence bands (dashed lines) in the tails of each distribution the values in the tails were rounded to the 
lowest and highest values shown along each x-axis.
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women born large for gestational age were 50% more likely 
to develop obesity and severe obesity in adulthood when 
analyzing 195 936 qualifying women in the national regis-
try. Despite its strengths, this study only involved women 
and the median age of the adult women was 26, limiting 
application of these findings to the general adult population. 
The Rasmussen study involving 18 year old Swedish sub-
jects found that newborns with higher birth weight and 
length had a higher risk of overweight than those in the con-
trol group but this study only included males and evaluated 
adult patients at age 18.15 Another study in Sweden by 
Johnsson et al13 similarly showed that adults with larger 
birthweights had increased risk of obesity and type 2 diabe-
tes in adulthood. Additionally, the Nurses Health Study 
showed a correlation between high birthweight and adult-
hood overweight among women aged 30 to 55 years old in 
1976 and another cohort aged 25 to 42 in 1989.48 Regarding 
low birthweight and obesity, multiple international studies 
display evidence of low birthweight infants being predis-
posed to obesity in adulthood.16-21 Despite the evidence pro-
vided by these studies, most of them took place abroad in a 
nations with different political, social and environmental 
factors than the United States, limiting their generalizability 
to U.S. adult populations.

Several factors could have contributed to the departure 
of our findings from the literature. Firstly, we hypothesized 
that investigating severe obesity would provide stronger 
evidence of the effect of birth weight on metabolic changes. 
However, it is possible that different factors drive the risk of 
the development of severe obesity (BMI > 40 kg/m2) as 
compared to obesity in general. Additionally, it may be that 
the effects of birthweight are attenuated with advancing age 
due to a stronger effect of extrinsic factors, as this is an 
older cohort than other studies. Furthermore, the smaller 
number of patients with severe obesity in our cohort as 
compared to previous cohort populations of patients with 
obesity limited our statistical power in finding associations. 
Future investigation should focus on the association of both 
low and high birthweight with obesity in adulthood and 
analyze severely obese patients as a subset.

The association between low birthweight and dyslipid-
emia confirms findings of international studies within a 
Midwestern United States population.24-26 The study by Al 
Salmi and Hannawi24 surveyed 4502 individuals in Australia 
through a nationally representative survey and showed low 
birthweight individuals to have an increased risk of high 
total cholesterol overall, increased LDL-cholesterol in low 
birthweight females, and decreased HDL in low birthweight 
males. Despite its strengths, the optional nature of this sur-
vey study made this study population less representative 
with regards to age distribution.27 The Balasuriya study in 
Norway investigated the association between birthweight 
and dyslipidemia using a retrospective cohort study in 25 to 
28 year old females.25 Their work showed an association of 

low birthweight with decreased high-density lipids, 
increased low density lipids and increased triglycerides. 
These associations were stronger for the very low birth-
weight subgroup. Despite the strengths of this study, it pri-
marily involved women ages 25 to 28, limiting its 
application to the general population. Another study by 
Gonzalez-Leal in Spain showed similar outcomes in which 
low birthweight correlated with higher triglyceride levels in 
obese patients.26 Although this study evaluated a broader 
age range of patients, it focused on patients with obesity at 
a specific hospital, potentially limiting its generalizability. 
The association between low birthweight and dyslipidemia 
in adulthood illuminates an opportunity to target adult dys-
lipidemia by monitoring appropriate in utero growth and 
encouraging healthy weight gain during pregnancy.

Analysis of our data uncovered secondary associations 
between severe obesity and lower maternal socioeconomic 
status as measured by less maternal education and lower 
HOUSES index. These findings reinforce literature that 
connects low maternal socioeconomic status with child-
hood and adult obesity.49-52 Researchers have postulated 
that this occurs because a patient’s SES in childhood deter-
mines their access to quality and nutritious food and health-
related activities in addition to influencing their SES in 
adulthood. Investigation should continue regarding effec-
tive ways to mitigate the effects of low maternal SES on 
later obesity.50

We also found an association between single gestation 
births and severe obesity. This is a unique finding and mer-
its further study. Though multi-gestation pregnancies are 
often compared with IUGR pregnancies, it has been diffi-
cult to delineate outcomes due to multiple gestation from 
confounding factors such as preterm birth that often accom-
pany these pregnancies.53 Our data which includes only 
term pregnancies suggests that individuals born as single-
tons may have greater risk for obesity than individuals born 
from multi-gestation pregnancies. This is in opposition to 
the common literature hypotheses that multi-gestation preg-
nancies have outcomes similar to IUGR pregnancies includ-
ing increased risk for obesity, dyslipidemia, and comorbid 
conditions.54-57 Further study is needed to assess the risk of 
adult metabolic conditions for singleton versus multi-gesta-
tion pregnancies.

A major strength of this study is the inclusion of 
HOUSES index data that allows for the evaluation of the 
impact of individual-level SES at birth on outcomes in 
adulthood in a United States population. Another strength 
of this study is the age of patients from 39 to 45 which is 
older than the 25 to 28 age range of multiple prior studies 
and allows for greater generalization to adult populations. 
Lastly, heights and weights being measured at office visits 
instead of self-reported, provides better assurance of data 
objectivity. A limitation of this study was the inability to 
account for the impact of maternal gestational diabetes and 
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family history of obesity due to limits of the REP. Additional 
limitations of the study findings are largely due to the tim-
ing, location and composition of our study population. 
Firstly, the study population was born between 1976 and 
1982 which was accompanied by a different socio-cultural-
political context than the present day. Lastly, the study pop-
ulation is much less ethnically diverse and is on average at 
a higher SES than the general United States population. 
Despite these factors, these study findings are important 
and should be further explored in other U.S. populations.

In conclusion, the results of this study reinforce the 
impact of maternal SES on adulthood severe obesity and the 
need for investigation of social supports that may compen-
sate for low maternal SES. This contrasts the influence of 
low birthweight on dyslipidemia which may suggest a 
stronger role for epigenetic programming in dyslipidemia 
than obesity. Lastly, the confirmatory finding that low birth-
weight is associated with dyslipidemia reinforces that the 
risk for adult dyslipidemia may be mitigated by factors that 
promote a normal birthweight.

Declaration of Conflicting Interests

The author(s) declared no potential conflicts of interest with 
respect to the research, authorship, and/or publication of this 
article.

Funding

The author(s) disclosed receipt of the following financial support 
for the research, authorship, and/or publication of this article: This 
study used the resources of the Rochester Epidemiology Project 
(REP) medical records-linkage system, which is supported by the 
National Institute on Aging (NIA; AG 058738), by the Mayo 
Clinic Research Committee, and by fees paid annually by REP 
users. The content of this article is solely the responsibility of the 
authors and does not represent the official views of the National 
Institutes of Health (NIH) or the Mayo Clinic. Our project was 
funded by The Mayo Clinic Children’s Research Center.

ORCID iDs

Kristene Tadese  https://orcid.org/0000-0003-1172-9051

Tom D. Thacher  https://orcid.org/0000-0002-7644-8173

Seema Kumar  https://orcid.org/0000-0001-8004-4924

Tara Kaufman  https://orcid.org/0000-0001-7606-6469

Brian Lynch  https://orcid.org/0000-0003-4155-7182

References

	 1.	 World Health Organization. Global Strategy on Diet, Physical 
Activity and Health. World Health Organization; 2004.

	 2.	 Arroyo-Johnson C, Mincey KD. Obesity epidemiology world-
wide. Gastroenterol Clin North Am. 2016;45(4):571-579.

	 3.	 Guh DP, Zhang W, Bansback N, Amarsi Z, Birmingham CL, 
Anis AH. The incidence of co-morbidities related to obesity 
and overweight: a systematic review and meta-analysis. BMC 
Public Health. 2009;9:88.

	 4.	 Hruby A, Manson JE, Qi L, et al. Determinants and conse-
quences of obesity. Am J Public Health. 2016;106(9):1656-
1662.

	 5.	 Kapral N, Miller SE, Scharf RJ, Gurka MJ, DeBoer MD. 
Associations between birthweight and overweight and obesity 
in school-age children. Pediatr Obes. 2018;13(6):333-341.

	 6.	 Mullett MD, Cottrell L, Lilly C, et al. Association between 
birth characteristics and coronary disease risk factors among 
fifth graders. J Pediatr. 2014;164(1):78-82.

	 7.	 Li W, Leng J, Wang S, et al. Childhood hyperlipidemia and 
its association with early growth among full-term-born chil-
dren at 5 to 6 years of age in China. Obesity (Silver Spring). 
2020;28(8):1526-1535.

	 8.	 Derraik JGB, Maessen SE, Gibbins JD, Cutfield WS, 
Lundgren M, Ahlsson F. Large-for-gestational-age phe-
notypes and obesity risk in adulthood: a study of 195,936 
women. Sci Rep. 2020;10(1):2157.

	 9.	 McMillen IC, MacLaughlin SM, Muhlhausler BS, Gentili 
S, Duffield JL, Morrison JL. Developmental origins of adult 
health and disease: the role of periconceptional and foetal 
nutrition. Basic Clin Pharmacol Toxicol. 2008;102(2):82-89.

	10.	 Levy-Marchal C, Jaquet D. Long-term metabolic conse-
quences of being born small for gestational age. Pediatr 
Diabetes. 2004;5(3):147-153.

	11.	 Hales CN, Barker DJ. The thrifty phenotype hypothesis. Br 
Med Bull. 2001;60:5-20.

	12.	 Zanetti D, Tikkanen E, Gustafsson S, Priest JR, Burgess 
S, Ingelsson E. Birthweight, type 2 Diabetes mellitus, and 
cardiovascular disease: addressing the Barker hypothesis 
with Mendelian randomization. Circ Genom Precis Med. 
2018;11(6):e002054.

	13.	 Johnsson IW, Haglund B, Ahlsson F, Gustafsson J. A high 
birth weight is associated with increased risk of type 2 diabe-
tes and obesity. Pediatr Obes. 2015;10(2):77-83.

	14.	 Johnsson IW, Ahlsson F, Gustafsson J. High birthweight 
was not associated with altered body composition or 
impaired glucose tolerance in adulthood. Acta Paediatr. 
2019;108(12):2208-2213.

	15.	 Rasmussen F, Johansson M. The relation of weight, length 
and ponderal index at birth to body mass index and over-
weight among 18-year-old males in Sweden. Eur J Epidemiol. 
1998;14(4):373-380.

	16.	 Li C, Johnson MS, Goran MI. Effects of low birth weight 
on insulin resistance syndrome in Caucasian and African-
American children. Diabetes Care. 2001;24(12):2035-2042.

	17.	 Ravelli GP, Stein ZA, Susser MW. Obesity in young men 
after famine exposure in utero and early infancy. N Engl J 
Med. 1976;295(7):349-353.

	18.	 Reynolds RM. Corticosteroid-mediated programming and the 
pathogenesis of obesity and diabetes. J Steroid Biochem Mol 
Biol. 2010;122(1-3):3-9.

	19.	 Arage G, Belachew T, Hajmahmud K, et al. Impact of early 
life famine exposure on adulthood anthropometry among sur-
vivors of the 1983-1985 Ethiopian great famine: a historical 
cohort study. BMC Public Health. 2021;21(1):94.

	20.	 Jiang H, Yu Y, Li L, Xu W. Exposure to the great famine 
in early life and the risk of obesity in adulthood: a report 
based on the China health and nutrition survey. Nutrients. 
2021;13(4):1285.

https://orcid.org/0000-0003-1172-9051
https://orcid.org/0000-0002-7644-8173
https://orcid.org/0000-0001-8004-4924
https://orcid.org/0000-0001-7606-6469
https://orcid.org/0000-0003-4155-7182


12	 Journal of Primary Care & Community Health ﻿

	21.	 Lumey LH, Ekamper P, Bijwaard G, Conti G, van Poppel F. 
Overweight and obesity at age 19 after pre-natal famine expo-
sure. Int J Obes. 2021;45(8):1668-1676.

	22.	 Fall CH. Evidence for the intra-uterine programming of adi-
posity in later life. Ann Hum Biol. 2011;38(4):410-428.

	23.	 McMillen IC, Rattanatray L, Duffield JA, et al. The early ori-
gins of later obesity: pathways and mechanisms. Adv Exp Med 
Biol. 2009;646:71-81.

	24.	 Al Salmi I, Hannawi S. Birthweight and lipids in adult 
life: population-based cross sectional study. Lipids. 
2020;55(4):365-374.

	25.	 Balasuriya CND, Stunes AK, Mosti MP, et al. Metabolic 
outcomes in adults born preterm with very low birthweight 
or small for gestational age at term: a cohort study. J Clin 
Endocrinol Metab. 2018;103(12):4437-4446.

	26.	 González-Leal R, Martínez-Villanueva J, Argente J, Martos-
Moreno GÁ. Influence of neonatal anthropometry on the 
comorbidities of the patient with obesity. An Pediatr. 
2019;90(6):362-369.

	27.	 Dunstan DW, Zimmet PZ, Welborn TA, et al. The Australian 
diabetes, obesity and lifestyle study (AusDiab)—methods and 
response rates. Diabetes Res Clin Pract. 2002;57(2):119-129.

	28.	 Katusic SK, Colligan RC, Myers SM, et al. What can large 
population-based birth cohort study ask about past, pres-
ent and future of children with disorders of development, 
learning and behaviour? J Epidemiol Community Health. 
2017;71(4):410-416.

	29.	 St Sauver JL, Grossardt BR, Leibson CL, Yawn BP, 
Melton LJ 3rd, Rocca WA. Generalizability of epidemio-
logical findings and public health decisions: an illustration 
from the Rochester epidemiology project. Mayo Clin Proc. 
2012;87(2):151-160.

	30.	 Rocca WA, Yawn BP, St Sauver JL, Grossardt BR, Melton 
LJ. History of the Rochester epidemiology project: half a cen-
tury of medical records linkage in a US population. Mayo Clin 
Proc. 2012;87(12):1202-1213.

	31.	 Expert Panel on Integrated Guidelines for Cardiovascular 
Health and Risk Reduction in Children and Adolescents; 
National Heart, Lung, and Blood Institute. Expert panel on 
integrated guidelines for cardiovascular health and risk reduc-
tion in children and adolescents: summary report. Pediatrics. 
2011;128:S213-S256.

	32.	 Brenner WE, Edelman DA, Hendricks CH. A standard of 
fetal growth for the United States of America. Am J Obstet 
Gynecol. 1976;126(5):555-564.

	33.	 Engle WA, Tomashek KM, Wallman C; Committee on 
Fetus and Newborn, American Academy of Pediatrics. 
“Late-preterm” infants: a population at risk. Pediatrics. 
2007;120(6):1390-1401.

	34.	 American College of Obstetricians and Gynecologists. 
Definition of term pregnancy. Committee opinion no. 579. 
Obstet Gynecol. 2013;122(5):1139-1140.

	35.	 Juhn YJ, Beebe TJ, Finnie DM, et al. Development and initial 
testing of a new socioeconomic status measure based on hous-
ing data. J Urban Health. 2011;88(5):933-944.

	36.	 Pardo-Crespo MR, Narla NP, Williams AR, et al. Comparison 
of individual-level versus area-level socioeconomic measures 
in assessing health outcomes of children in Olmsted County, 

Minnesota. J Epidemiol Community Health. 2013;67(4): 
305-310.

	37.	 Bang DW, Manemann SM, Gerber Y, et al. A novel socio-
economic measure using individual housing data in cardio-
vascular outcome research. Int J Environ Res Public Health. 
2014;11(11):11597-11615.

	38.	 Ghawi H, Crowson CS, Rand-Weaver J, Krusemark E, 
Gabriel SE, Juhn YJ. A novel measure of socioeconomic sta-
tus using individual housing data to assess the association of 
SES with rheumatoid arthritis and its mortality: a population-
based case-control study. BMJ Open. 2015;5(4):e006469.

	39.	 Takahashi PY, Ryu E, Hathcock MA, et al. A novel housing-
based socioeconomic measure predicts hospitalisation and 
multiple chronic conditions in a community population. J 
Epidemiol Community Health. 2016;70(3):286-291.

	40.	 Bjur KA, Wi C II, Ryu E, et al. Ethnicity, socioeconomic 
status, and health disparities in a mixed rural-urban US 
Community-Olmsted County, Minnesota. Mayo Clin Proc. 
2016;91(5):612-622.

	41.	 Wi CI, Gauger J, Bachman M, et al. Role of individual-
housing-based socioeconomic status measure in relation to 
smoking status among late adolescents with asthma. Ann 
Epidemiol. 2016;26(7):455-460.

	42.	 Hammer R, Capili C, Wi CI, Ryu E, Rand-Weaver J, Juhn 
YJ. A new socioeconomic status measure for vaccine research 
in children using individual housing data: a population-based 
case-control study. BMC Public Health. 2016;16(1):1000.

	43.	 Barwise A, Wi CI, Frank R, et al. An innovative individual-
level socioeconomic measure predicts critical care outcomes 
in older adults: a population-based study. J Intensive Care 
Med. 2021;36(7):828-837.

	44.	 Stevens MA, Beebe TJ, Wi CI, Taler SJ, St Sauver JL, Juhn 
YJ. HOUSES index as an innovative socioeconomic mea-
sure predicts graft failure among kidney transplant recipients. 
Transplantation. 2020;104(11):2383-2392.

	45.	 MacLaughlin KL, Jacobson RM, Sauver JLS, et al. An 
innovative housing-related measure for individual socioeco-
nomic status and human papillomavirus vaccination cov-
erage: a population-based cross-sectional study. Vaccine. 
2020;38(39):6112-6119.

	46.	 Bjur KA, Wi CI, Ryu E, et al. Socioeconomic status, race/eth-
nicity, and health disparities in children and adolescents in a 
mixed rural-urban community—Olmsted County, Minnesota. 
Mayo Clin Proc. 2019;94(1):44-53.

	47.	 Bjur KA, Wi CI, Ryu E, Crow SS, King KS, Juhn YJ. 
Epidemiology of children with multiple complex chronic 
conditions in a mixed urban-rural US community. Hosp 
Pediatrics. 2019;9(4):281-290.

	48.	 Curhan GC, Chertow GM, Willett WC, et al. Birth weight 
and adult hypertension and obesity in women. Circulation. 
1996;94(6):1310-1315.

	49.	 Gibbs BG, Forste R. Socioeconomic status, infant feed-
ing practices and early childhood obesity. Pediatr Obes. 
2014;9(2):135-146.

	50.	 Chung A, Backholer K, Wong E, Palermo C, Keating C, 
Peeters A. Trends in child and adolescent obesity prevalence in 
economically advanced countries according to socioeconomic 
position: a systematic review. Obes Rev. 2016;17(3):276-295.



Tadese et al	 13

	51.	 Juonala M, Harcourt BE, Saner C, et al. Neighbourhood 
socioeconomic circumstances, adiposity and cardiometabolic 
risk measures in children with severe obesity. Obes Res Clin 
Pract. 2019;13(4):345-351.

	52.	 Xu Y, Yilmazer T. Childhood socioeconomic status, adult-
hood obesity and health: the role of parental permanent and 
transitory income. Soc Sci Med. 2021;283:114178.

	53.	 Muhlhausler BS, Hancock SN, Bloomfield FH, Harding R. Are 
twins growth restricted? Pediatr Res. 2011;70(2):117-122.

	54.	 Blickstein I. Growth aberration in multiple pregnancy. Obstet 
Gynecol Clin North Am. 2005;32(1):39-54, viii.

	55.	 Poulsen P, Grunnet LG, Pilgaard K, et al. Increased risk 
of type 2 diabetes in elderly twins. Diabetes. 2009;58(6): 
1350-1355.

	56.	 Monrad RN, Grunnet LG, Rasmussen EL, Malis C, Vaag 
A, Poulsen P. Age-dependent nongenetic influences of birth 
weight and adult body fat on insulin sensitivity in twins. J 
Clin Endocrinol Metab. 2009;94(7):2394-2399.

	57.	 Hennild DE, Bjerregaard-Andersen M, Joaquím LC, et al. 
Prevalence of impaired glucose tolerance and other types of 
dysglycaemia among young twins and singletons in Guinea-
Bissau. BMC Endocr Disord. 2016;16(1):46.


