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Abstract
Substantial intergenerational transmission of diabetes mellitus (DM) risk exists. However, less is known
regarding whether parental DM and DM among extended family members relate to adult offspring’s body
mass index (BMI), and whether any of these associations vary by sex. Using data from the National
Longitudinal Study of Youth 1997 cohort (NLSY97), we assess the sex-specific relationship between DM
present in first-degree parents and second-degree relatives and BMI among the parents’ young adult
offspring.

Multivariate regressions reveal a positive relationship between parental DM and young adults’ BMI for
both daughters and sons, and the magnitude of coefficients is somewhat larger for the same-sex parent.
Further, we observe that the link between parental DM and young adults’ BMI is strongest when both
parents have diagnosed diabetes. In contrast, the relationship between second-degree relatives with DM
and the respondent’s BMI is weaker and appears to be sex-specific, through same-sex parent and
respondent. Logistic regressions show the association is especially strong when assessing how parental DM
status relates to young adults’ obesity risk. These results generally persist when controlling for parental
BMI. The findings of this study point to the need to better distinguish the role of shared family
environments (e.g., eating and physical activity patterns) from shared genes in order to understand factors
that may influence young adults’ BMI. Young adult offspring of parents with diabetes should be targeted
for obesity prevention efforts in order to reduce their risks of obesity and perhaps diabetes.
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Introduction
Diabetes is a serious threat to human health that is growing more prevalent. The age-standardized
prevalence rate of diabetes grew from 9.8% to 12.4% among U.S. adults from 1988 to 2012 (Menke
et al., 2015). Currently, over 34 million individuals in the U.S. are estimated to have diabetes
mellitus (DM), and another one-third of adults are at risk of developing type 2 diabetes mellitus
(T2DM) in the next several years (Centers for Disease Control and Prevention, 2020). Several
studies find a strong intergenerational association between parental and offspring diabetes risk
(Aasbjerg et al., 2020; American Diabetes Association, 2000; Hemminki et al., 2011; Meigs et al.,
2000; Nguyen et al., 2009). Heritability estimates of T2DM range from 20 to 80% (Ali, 2013), and
the relative risk of T2DM is around 2.7 for persons who have first-degree relatives with T2DM
compared to those without this family health history (InterAct Consortium et al., 2013).
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Controversy exists regarding causality for intergenerational DM transmission (Arslanian et al.,
2005). Family history of the disease may be due to both genetic (Sladek et al., 2007; Voight et al.,
2010) and shared environmental risk factors (Kaprio et al., 1992). The health effects of family
history vary by age, with higher risks for those age 20 and over (Annis et al., 2005) but with mixed
findings for minor children (Gilliam et al., 2007). In particular, maternal or paternal diabetes
influences the risks of diabetes for both sons and daughters in one study (InterAct Consortium
et al., 2013), but only for daughters in another (Balkau et al., 2017). Maternal transmission is more
evident than paternal transmission in other studies. Maternal diabetes relates to risks of diabetes
for both sons and daughters (Thompson, 2014) or shows more robust associations with offspring
(sex not specified) (Chernausek et al., 2016). These results demonstrate that it is important to
examine sex-specific models, with the sex of both parents and offspring included. They also
suggest that intergenerational transmission by mothers (Chernausek et al., 2016) to daughters may
be more common, perhaps reflecting in utero exposure influences (Pettitt et al., 2008), the
mother’s predominant role in influencing children’s food intake and activity levels, or even the
modelling of mothers’ behaviours to daughters (Elfhag & Linné, 2005).

Bodyweight and diabetes risk have a complicated relationship (Ma & Popkin, 2017). Foremost,
obesity is a risk factor for the incidence of diabetes (Bray et al., 2016; Li et al., 2020; Narayan et al.,
2007; Srinivasan et al., 2003). To the extent that parental DM status precedes the body mass index
(BMI) level of their offspring, identifying how these excess BMI risks arise due to parental DM
may help target individuals who can alter their BMI risk factors. Specifically, parental diabetes has
been linked to greater BMI or obesity risk among their minor children, including from non-
Hispanic White mothers (but not fathers) to 10- to 17-year-olds (Chernausek et al., 2016;
Weinstock et al., 2015), from Swedish mothers and fathers to 12-year-olds (Tojjar et al., 2020),
and from Louisiana parents (mothers and fathers not tested separately) to their children aged
4–11, 12–18, and 19–32 (Srinivasan et al., 2003). Research has also demonstrated relationships
between parental DM and obesity or overweight among their adult children (Cederberg et al.,
2015) or from maternal DM only to adult BMI or central obesity (Tan et al., 2008). These effects
might reflect both genetic and shared social environmental family influences on food intake and
physical activity. Fewer studies examine the associations between parental diabetes and offspring
weight in young adulthood, a time when food and activity choices may reflect young adults’
personal preferences or concerns about health risks rather than family habits.

Rarely have studies of intergenerational transmission of parental DM to offspring BMI assessed
the role of second-degree relatives, such as grandparents, aunts, or uncles, or the effects of
transmission from one vs. both parents In a French study, diabetic grandparents but not parents
were associated with greater risk of being overweight in 4-year-olds (Jouret et al., 2007). In a
sample from India, DM in both parents was more strongly associated with overweight or obesity
in offspring than when DM was present in only one parent (Praveen et al., 2010). Yet in another
study, a clinical trial with nearly 500 parents with offspring aged 10 to 17, the offspring risk of
excess BMI was similar whether one or both parents had diabetes (Chernausek et al., 2016). These
results suggest studies should expand the network of kin under consideration to include more
second-degree relatives, test for the effects of dual-parent diagnoses of DM on offspring BMI, and
introduce larger and nationally representative samples.

Our approach is informed by general principles of inheritance. Individuals who are more
closely related simply have more genes in common than more distant relatives. Specifically, first-
degree relatives share on average 50% of their (nuclear) DNA while second-degree relatives share
25%. We extend this to suggest that shared DNA, and the health risks they may engender, will also
lead to shared disease risks. Accordingly, under this strict interpretation, first-degree relatives
should have a shared association of disease that is twice that for second-degree relatives if the
genes in question are causal and are transmitted with autosomal dominant inheritance. This is a
baseline prediction that is naturally complicated by several factors. First, the ‘disease’ associations
between relatives are cross-phenotype (association between parental DM and adult offspring
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BMI). Second, closer relatives generally share more environmental factors than more distant
relatives, which would make these associations stronger between first rather than second-degree
relatives for reasons that may have no genetic basis. Third, there is the possibility that individuals
with a disease or their offspring may act to reduce risks to offspring with preventive action (Hariri
et al., 2006), which would reduce rather than promote worse outcomes for these descendants.
Nonetheless, our approach will help identify the total (net) effects of family history of DM on
respondent BMI via these mechanisms and it will quantify the relative magnitude of the
associations between first- and second-degree relatives.

Our analyses contribute to the literature in several ways. First, we investigate whether a family
history of T2DM among one or both parents- and second-degree relatives is associated with the
BMI of young adults. Second, many of the studies we reviewed have involved clinical samples that
may have narrower eligibility criteria, such as when children (Chernausek et al., 2016; Weinstock
et al., 2015) or parents (Praveen et al., 2010) are sampled because they have diabetes. In contrast,
our study uses the National Longitudinal Study of Youth, a large and nationally representative
sample. Third, we examine whether the sex of the parent and child, as well as sex-linked parent-
child pairs, are important in the relationship between parental DM and offspring BMI. Finally, we
focus on BMI in early adulthood, when life changes, such as moving away from parental homes,
and increases in autonomy may lead to changes in food consumption and activity levels and
thereby alter the transmission of obesity risk.

Methods
Sample

We use the National Longitudinal Study of Youth, 1997 (NLSY97) cohort (Bureau of Labor
Statistics U.S. Department of Labor, 2019a) (Cooksey, 2018). The NLSY97 cohort is a nationally
representative sample of adolescents aged 12 to 16 as of January 1, 1997, and born between 1980
and 1984. Followed annually until 2010 and biennially thereafter, annual response rates are
consistently above 80 per cent (Bureau of Labor Statistics U.S. Department of Labor, 2019b).
Approximately nine thousand (N = 8,984) respondents are in the original cohort. We excluded
2,295 respondents who were missing height and weight information used to construct BMI or
whose BMI values were exceptionally low (<15.0) or high (>60.0). Another 971 respondents were
excluded because they had not yet completed the ‘Health at Age 29’ NLSY module, which is the
basis for our calculation of family diabetes history. A small number were excluded because they
had missing data on diabetes family history (N = 25) or education (N = 31). Some respondents
had multiple instances of the above exclusion criteria. After these exclusions, our study sample has
3,130 males and 3,140 females.

Variables

Dependent variables
We use self-reported data on height at age 25 and weight reported at age 30 or 31 (depending on
the timing of the biannual interview) to calculate BMI. After excluding the extreme BMIs
described above, we compute categories of BMI: healthy weight (15< BMI< 25), overweight
(25≤ BMI< 30), and obese (BMI≥ 30 and BMI≤ 60).

Independent variables
Self-reported family history of diabetes is measured at age 29. Diabetes family history questions
were worded such that a distinction between type 1 and type 2 could not be made, although type 2
is 20 times more common than type 1 DM (American Diabetes Association, 2018). We can
differentiate those who report family histories of DM among parents, siblings, or second-degree
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relatives (i.e., aunts, uncles, grandparents) on the maternal and paternal sides of the family.
However, we recognize the potential that respondents have incomplete information concerning
their family health history, especially when reporting second-degree relatives.

We measured first-degree relatives with diabetes based on a series of questions that ask whether
either of the respondent’s biological parents or siblings have been told by a doctor that they have
DM. Only a small percentage of the respondents reported that their siblings had DM (277 out of
8985 respondents or 3 per cent of the sample) so we did not focus on siblings but instead created
separate variables that indicate whether their father or mother had been told that they have DM.
As a robustness check, we did estimate alternative models where we include sibling DM status
(available from the authors upon request) and the results did not change. Respondents were also
asked about their second-degree relatives’ DM status. Specifically, DM for second-degree relatives
was ascertained using two questions that asked how many of your mother’s (father’s) brothers,
sisters, or parents have been ever told by a doctor that they have diabetes. This information was
coded as two dichotomous variables where one identifies whether there were any second-degree
relatives with DM on the maternal side and the other identifies any second-degree relatives with
DM on the paternal side of the respondent’s family. Other variables addressed whether
respondents did not know their family history of DM, separately for first-degree and second-
degree relatives.

Control variables
In all of our multivariate analyses, we control for the respondent’s race/ethnicity (measured in
1997 with categories of non-Hispanic White; Black non-Hispanic; Hispanic, any race; and other),
educational attainment (measured at age 25 with categories of less than high school, high school
graduate, some college, college graduate, and postgraduate education), marital status (i.e.,
measured at age 30 or 31 to include married or not married), parental status (measured at age 30
or 31 to include any children versus none), the family of origin’s income-to-needs ratio (measured
from the responding parent’s 1997 report), and their parent’s categorical BMI (again measured
from responding parent’s 1997 report and using categories of healthy weight, overweight, and
obese). If the 1997 income-to-needs ratio was missing, the non-missing mean was imputed and a
dummy variable was included to capture whether the value had been imputed. If the responding
parent was missing on BMI, then we used the data from the non-responding parent if they had
valid data on this variable. When parental BMI was less than 15.0 or greater than 60, the variable
was set to missing.

Analytical strategy
We present sex-specific descriptive and multivariate results. For the multivariate analyses, we
estimate a series of regression models where the dependent variables are as follows: (1) BMI at age
30–31, (2) overweight versus healthy weight, and (3) obese versus healthy weight. The first model
is evaluated with an OLS regression and the latter two models with logistic regressions. For all
three specifications of the dependent variable, we first estimate the associations between DM
history among parents and the respondent’s BMI and then estimate a second model where we
include measures of DM history of both first- and second-degree relatives.

To understand further the link between parental diabetes and offspring’s weight-related
outcomes, we additionally test whether the link with young adults’ BMI varies by the number of
parents who have the diagnosis and the sex of the parent with diabetes. Parental BMI, measured at
the start of the panel in 1997, is typically available for the parent who filled out the survey, which is
usually the mother. Given that the examination of sex-specific linkages may be altered by the
control of one parent’s BMI, the supplementary materials provide analyses with and without
parental BMI control.
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All analyses were conducted using STATA software version 15 (StataCorp, 2017), and all
descriptive and multivariate analyses were weighted using NLSY-generated weights for panel
designs (National Longitudinal Surveys, 2023) to adjust for possible selection bias inherent in
eliminating respondents who did not provide the height and/or weight information needed to
construct BMI. No evidence of problematic multicollinearity was detected in any of the
multivariate analyses (Belsley et al., 2005).

Results
Table 1 provides descriptive information on the female and male respondent samples used in the
analysis. One or more parents have DM for 21% of females and 19% of males. The average BMIs
for young adult women and men are 28.17 and 28.18, respectively. We find that 59% of women
and 64% of men in our sample were either overweight or obese at age 30–31.

Reports of parental diabetes range from 11% to 13% across respondent reports of mothers’ and
fathers’ diabetes status, which is consistent with the CDC’s report of a 12% diabetes prevalence in
2020 (Centers for Disease Control and Prevention, 2020). Percentages of respondents with one or
more second-degree relatives with a DM diagnosis range from a low of 24% for males reporting on
second-degree relatives on their father’s side to a high of 34% for females reporting on second-
degree relatives on their mother’s side. It is important to note that the two questions for second-
degree relatives were worded as follows: ‘How many of your mother’s/father’s brothers, sisters, or
parents have ever been told by a doctor that they have diabetes?’ These relatively higher
percentages of DM among second-degree relatives compared to reports for mothers and fathers
are a function of the fact that there are more of these relatives, and thus, the chances that at least
one has been diagnosed with DM should be higher.

The racial/ethnic profile of our sample broadly mirrors the racial/ethnic profile of US young adults
reported in the 2010 Census, where 72.4 per cent identified as White, 12.6 per cent identified as Black
or African American, and 16.3% identified as Hispanic or Latino (Humes et al., 2011).1 The modal
educational attainment of our sample is a high school diploma. This reflects the relatively young age of
the NLSY respondents as many of them may not have attained their final educational degree at the
time of the interviews used for our analyses. That said, the educational distributions we observe for
young women and men are consistent with the frequency distributions listed in the NLSY
documentation (Bureau of Labor Statistics U.S. Department of Labor, 2019a).

Tables 2 and 3 present the multivariate results for the OLS regressions for BMI outcomes and
the logistic regressions that examine (1) the risk of being overweight versus healthy weight and (2)
the risk of being obese versus healthy weight. The BMI estimates reveal a fairly consistent pattern
for the association between a history of parental diabetes and BMI in young adulthood. Offspring
with a father or a mother who has diabetes have a significantly higher BMI, a pattern that holds for
both daughters (Table 2) and sons (Table 3), although the magnitude of the estimated Model 1
coefficients is somewhat higher for the same-sex parent. That is, having a mother with diabetes
rather than a father with diabetes is associated with a modestly higher BMI for daughters
(coefficients of 1.92 vs. 1.44), while the reverse is true for sons (coefficients of 1.39 vs. 0.96).
Associations between parental DM history and offspring BMI retain significance when adjusting
for the presence/absence of second-degree relatives with DM (OLS Model 2, of Tables 2 and 3).

Logistic regression estimates presented in Tables 2 and 3 disclose that a parental history of
diabetes is associated with an increased risk of obesity relative to a healthy weight for young adult
women but not for young men. In contrast, the estimated odds ratios for overweight versus
healthy weight associated with parental diabetes are generally insignificant for both the females
and males.

1These figures are not disaggregated by age. In addition, there is overlap between race and ethnicity percentages in the
Census publication. Both features somewhat limit the direct comparability of Census estimates to our data.
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Table 1. Weighted descriptive statistics

Females Males

Variable Definition
Mean or

proportion
Standard
deviation

Mean or
proportion

Standard
deviation

Respondent’s BMI at
age 30–31

Self-reported weight in kilograms divided
by the square of self-reported height
in metres

28.17 7.31 28.18 6.56

Respondent healthy
weight

1 = BMI is 15 to 24.9, 0 = otherwise 041 0.49 0.30 0.46

Respondent overweight 1 = BMI is 25.0 to 29.9, 0 = otherwise 0.27 0.44 0.33 0.47

Respondent obese 1 = BMI is greater than 29.9,
0 = otherwise

0.32 0.47 0.31 0.46

Mother has diabetes 1 = respondent says mother has
diabetes, 0 = otherwise

0.12 0.33 0.11 0.31

Father has diabetes 1 = respondent says father has diabetes,
0 = otherwise

0.13 0.34 0.12 0.32

Second-degree
relatives with
diabetes, mother’s
side

1 = one or more of mother’s relatives
has diabetes, 0 = otherwise

0.34 0.47 0.29 0.46

Second-degree
relatives with
diabetes, father’s
side

1 = one or more of father’s relatives has
diabetes, 0 = otherwise

0.29 0.45 0.24 0.43

One parent has
diabetes

1 = one parent has diabetes,
0 = otherwise

0.21 0.41 0.19 0.39

Both parents have
diabetes

1 = both parents have diabetes,
0 = otherwise

0.02 0.15 0.02 0.13

Mother only has
diabetes

1 = mother only has diabetes,
0 = otherwise

0.10 0.30 0.09 0.29

Father only has
diabetes

1 = father only has diabetes,
0 = otherwise

0.11 0.31 0.10 0.30

Parents don’t know 1 = unknown if parents had diabetes,
0 = otherwise

0.01 0.10 0.01 0.11

Second-degree
relatives, mother
don’t know

1 = unknown if any of mother’s relatives
have diabetes, 0 = otherwise

0.08 0.28 0.10 0.29

Second-degree
relatives, father
don’t know

1 = unknown if any of father’s relatives
have diabetes, 0 = otherwise

0.19 0.40 0.19 0.39

No mother/father
diabetes

1 = neither the respondent’s mother nor
father has diabetes, 0 = otherwise

0.76 0.42 0.82 0.39

None of the mother’s
second-degree
relatives have
diabetes

Reference group 0.58 0.49 0.64 0.48

None of the father’s
second-degree
relatives have
diabetes

Reference group 0.52 0.50 0.62 0.49

(Continued)
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The relationship between DM among second-degree relatives and young adult BMI,
controlling for parental DM is weaker than the relationships observed for parental DM as would
be expected given that, compared to the parents, second-degree relatives share fewer genes and
likely share fewer lifestyle factors with the young women and men who are the focus in this study.
Estimates presented in Table 2 for maternal second-degree DM are weakly associated with higher
BMI and risk of obesity among female offspring and the presence of second-degree paternal
relatives with diabetes is associated with higher BMI and higher odds of being overweight for

Table 1. (Continued )

Females Males

Variable Definition
Mean or

proportion
Standard
deviation

Mean or
proportion

Standard
deviation

White non-Hispanic 1 = respondent identifies as White, non-
Hispanic, 0 = otherwise

0.70 0.46 0.70 0.46

Black non-Hispanic 1 = respondent identifies as Black, non-
Hispanic, 0 = otherwise

0.16 0.37 0.16 0.36

Hispanic 1 = respondent identifies as Hispanic,
0 = otherwise

01.3 0.33 0.13 0.11

Other 1 = respondent identifies as Asian,
Pacific Islander, American Indian,
Mixed Race, or Other, 0 = otherwise

0.01 0.11 0.01 0.11

Less than high school 1 = respondent has less than 12 years
of education, 0 = otherwise

0.06 0.23 0.06 0.25

High school graduate 1 = respondent is a high school
graduate, 0 = otherwise

0.45 0.50 0.55 0.50

Some college 1 = respondent has attended some
college, 0 = otherwise

0.10 0.31 0.09 0.29

College graduate 1 = respondent is a graduate of a four-
year college, 0 = otherwise

0.25 0.43 0.22 0.42

Post-bachelor 1 = respondent has some post-college
education, 0 = otherwise

0.14 0.35 0.12 0.32

Married 1 = respondent is married at age 30–31
interview, 0 = otherwise

0.48 0.50 0.44 0.50

Has children 1 = respondent has one or more
children at age 30–31 interview,
0 = otherwise

0.63 0.48 0.51 0.50

Parent healthy weight 1 = parental BMI in 1997 is 15.0–25.0,
0 = otherwise

0.39 0.49 0.39 0.49

Parent overweight 1 = parental BMI is 25.0–29.9,
0 = otherwise

0.27 0.44 0.24 0.43

Parent obese 1 = parental BMI is greater than 29.9,
0 = otherwise

0.19 0.40 0.21 0.41

Parent weight missing 1 = parental BMI is missing,
0 = otherwise

0.15 0.35 0.16 0.36

Family Income-to-
Needs in 1997

Ratio of family income to the federal
poverty threshold in 1997

3.06 2.43 3.17 2.82

1997 Income-to-Needs
imputed

1 = yes, 0 = no 0.24 0.43 0.24 0.43

N 3,140 3,130
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Table 2. Multivariate parameter estimates of familial history of diabetes on respondent’s BMI: Femalesa

OLS regression of respondent BMI
(t-ratios in parentheses)

Logit odds ratios for overweight
Vs.

normal weight (95% CI in
parentheses)

Logit odds ratios for obese vs.
normal weight (95% CI in

parentheses)

Independent variables Model 1 Model 2 Model 1 Model 2 Model 1 Model 2

Mother has diabetes 1.92** 1.69** 0.97 0.93 1.60** 1.49**

(3.87) (3.36) (0.70–1.35) (0.66–1.30) (1.19–2.15) (1.10–2.03)

Father has diabetes 1.44** 1.27** 1.22 1.14 1.71** 1.64**

(3.60) (3.12) (0.90–1.67) (0.83–1.56) (1.27–2.29) (1.21–2.22)

Second-degree relatives with diabetes, mother’s sideb – 0.58†
(1.87)

– 1.11
(0.88–1.39)

– 1.21†
(0.97–1.52)

Second-degree relatives with diabetes, father’s sidec – 0.65**
(2.10)

– 1.25†
(0.99–1.58)

– 1.15
(0.91–1.46)

N 3,140 3,140 2,034 2,034 2.297 2,297

Adjusted R2/Pseudo R2 0.12 0.13 0.02 0.03 0.12 0.12

Model fit F(17, 3,122) = 24.88** F(21, 3,118) = 20.96** χ2
(17) = 58.94** χ2

(21) = 64.71** χ2
(17) = 268.65** χ2

(21) = 272.96**

**p< 0.05, †p< 0.10.
Note. All of the multivariate estimation controls for the respondent’s race/ethnicity, educational attainment, marital status, parental status, absence of knowledge about diabetes family history, household
income-to-needs ratio in 1997, presence of minor children in the household at the time BMI is measured, and their parent’s categorical BMI. The parameter estimates for these independent variables are
available from the authors upon request.

aCoefficient estimates that are significantly different between females and males have been bolded.
bThe omitted category in this dummy variable sequence are those respondents who indicated that there were no second-degree relatives on their mother’s side of the family who had a diabetes diagnosis.
cThe omitted category in this dummy variable sequence are those respondents who indicated that there were no second-degree relatives on their father’s side of the family who had a diabetes diagnosis.
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Table 3. Multivariate parameter estimates of familial history of diabetes on respondent’s BMI: Malesa

OLS regression of respondent BMI
(t-ratios in parentheses)

Logit odds ratios for overweight
vs. normal weight (95% CI in

parentheses)

Logit odds ratios for obese vs.
normal weight (95% CI in

parentheses)

Independent variables Model 1 Model 2 Model 1 Model 2 Model 1 Model 2

Mother has diabetes 0.96** 0.85** 0.81 0.78 1.39† 1.31

(2.30) (2.04) (0.56–1.17) (0.53–1.13) (0.97–1.99) (0.90–1.90)

Father has diabetes 1.39** 0.97** 1.07 1.03 1.53** 1.33

(3.52) (2.49) (0.77–1.49) (0.74–1.44) (1.09–2.13) (0.93–1.89)

Second-degree relatives with diabetes, mother’s sideb – 0.33
(1.26)

– 1.15
(0.91–1.47)

– 1.29†
(0.99–1.68)

Second-degree relatives with diabetes, father’s sidec – 1.38**
(4.77)**

– 1.10
(0.84–1.43)

– 1.52**
(1.14–2.02)

N 3,130 3,130 2,134 2,134 1,913 1,913

Adjusted R2/Pseudo R2 0.09 0.10 0.03 0.03 0.10 0.11

Model fit F(17, 3,112) = 17.81** F(21, 3,108) = 16.29** χ2
(17) = 67.95** χ2

(21) = 71.90** χ2
(17) = 191.75** χ2

(19) = 208.54**

**p<.05, †p<.10.
Note. All of the multivariate estimation controls for the respondent’s race/ethnicity, educational attainment, marital status, parental status, absence of knowledge about diabetes family history, household
income-to-needs ratio in 1997, presence of minor children in the household at the time BMI is measured, and their parent’s categorical BMI. The parameter estimates for these independent variables are
available from the authors upon request.

aCoefficients that are significantly different between females and males have been bolded.
bThe omitted category in this dummy variable sequence are those respondents who indicated that there were no second-degree relatives on their mother’s side of the family who had a diabetes diagnosis.
cThe omitted category in this dummy variable sequence are those respondents who indicated that there were no second-degree relatives on their father’s side of the family who had a diabetes diagnosis.
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young adult women. In contrast, paternal second-degree DM is significantly associated with
higher BMI and risk of obesity among young adult men. There is also weak evidence of an
association between one or more maternal second-degree relatives with diabetes and the odds of
being obese for young adult men. These patterns suggest the association between DM history of
second-degree relatives and BMI may be somewhat sex-specific. Supplemental analyses confirmed
these significantly different patterns by testing for interactions with sex (i.e., maternal/paternal sex
by offspring sex). The full interaction analysis results are available from authors on request.

To examine the role of parental diabetes further, we next tested to see if the link with young
adults’ BMI varies by the number of parents who have DM and, separately, by the sex of the parent
with DM. These estimates are presented in Table 4. The first two columns of coefficients do not
include information about the sex of the parent who has diabetes if only one parent has DM. The
last two columns of coefficients distinguish between whether it is the mother or father with DM.

Both sets of estimates reveal that having any parent with DM is significant for offspring BMI.
However, for young women, having two parents diagnosed with diabetes is associated with larger
values of offspring BMI relative to having only one or no parent who has DM. In contrast, there is
no added effect of both parents having DM in the case of young men. The magnitude of the effect
is more than doubled for young women when comparing two parents to just mom or dad having
DM (coefficients of 3.89 for both parents vs 1.54 for one parent). In the case of parental sex-
specific estimates, we observe that the magnitude of the effect is moderately larger for young
women if their mother rather than their father has diabetes (1.79 vs. 1.32). Likewise, for the young
men, the magnitude of the relationship is moderately larger if their father rather than their mother
has diabetes (1.55 vs. 1.14). As expected, the relationship between both parents having diabetes
and the young adult’s BMI is essentially estimated to be the same across the two specifications. We
do estimate separate analyses that first control for parental BMI and then estimate without the
parental BMI to see if the patterns of association hold. These analyses suggest that the associations
are generally robust across this sensitivity test, with the exception of the male logits that estimate

Table 4. Multivariate OLS parameter estimates of familial history of parental diabetes on female and male respondent’s
BMI (t-ratios in parentheses)a

Parental sex-blind estimates Parental sex-specific estimates

Independent variables Females Males Females Males

One parent has diabetes 1.54**
(4.23)

1.37**
(4.44)

– –

Both parents have diabetes 3.89**
(3.92)

1.39
(1.11)

– –

Mom only has diabetes – – 1.79**
(3.25)

1.14**
(2.67)

Dad only has diabetes – – 1.32**
(3.07)

1.55**
(3.76)

Both parents have diabetes – – 3.90**
(3.93)

1.38
(1.10)

N 3,140 3,130 3,140 3,130

Adjusted R2/Pseudo R2 0.12 0.09 0.12 0.09

Model fit F(17, 3,122) = 24.88** F(17, 3,112) = 18.05** F(18, 3,121) = 23.50** F(18, 3,111) = 17.07**

**p<.05, †p<.10.
aAll of the multivariate estimation controls for the respondent’s race/ethnicity, educational attainment, marital status, parental status,
absence of knowledge about diabetes family history, household income-to-needs ratio in 1997, presence of minor children in the
household at the time BMI is measured, and their parent’s categorical BMI. The parameter estimates for these independent variables are
available from the authors upon request.
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the odds of being obese versus normal weight. Comparisons there reveal that initially statistically
significant coefficients associated with first- and second-degree relatives having diabetes and
young men’s risk of obesity often become insignificant when controls for parental BMI are
included. These analyses are presented in supplemental tables.

Discussion
Our results show a strong and consistent relationship between parental DM and young adult
obesity. These relationships between parental DM and offspring BMI have been noted in past
research for younger offspring ages (Chernausek et al., 2016; Tojjar et al., 2020; Weinstock et al.,
2015). This relationship has also been found in past research on older offspring, including those
averaging 33 years old (Nguyen et al., 2009), 38 years old (Tan et al., 2008), 40 years old (Aldhous
et al., 2015), 57 years old (Cederberg et al., 2015), and 60 years old (Alharithy et al., 2018).
Although we argued that young adulthood might be a time when offspring could adopt healthier
habits to prevent higher BMI, the evidence is inconsistent with the idea that young adults use this
turning point in their lives to attain greater health. Perhaps young adults with parental DM could
benefit from counselling that highlights the genetic risks of DM and how healthier BMIs can delay
or prevent DM, as some programs aim to achieve (Koehly et al., 2015; Waxler et al., 2012).

We also estimated whether the presence of DM among second-degree relatives would enhance
models that already control for parental DM. The findings from this study point to the lesser role
of DM among second-degree relatives in influencing offspring BMI, once parental DM is
controlled. Nevertheless, DM among secondary relatives retains significance in approximately half
the models for BMI and obesity. These effects suggest a role for genetic transmission, given that
aunts and uncles are less likely than parents to share environments with respondents. In general,
any effect from second-degree relatives is taken to indicate greater probability of genetic
transmission (Nielsen et al., 2015).

In addition, there is some support for the idea of sex-specific patterns of results. In the case of the
BMI equations, the magnitude of coefficients is larger for mother-daughter pairs and father-son pairs
than their opposite-sex counterparts. In addition, paternal second-degree relatives with DM are
associated with both an elevated BMI and elevated risk of obesity for male respondents. Past research
has found some indications that maternal DM may be more predictive of offspring BMI or DM than
paternal DM (Alcolado & Alcolado, 1991; Groop et al., 1996). In addition, some studies found
maternal transmission is more predictive of daughter’s than son’s BMI or DM (Tan et al., 2008). Tan
et al. suggested that among other reasons, there may be genomic imprinting, whereby maternally and
paternally derived genes may alter one’s susceptibility to metabolic problems. Or, intrauterine
environmental exposures might transmit risks maternally. Finally, mothers may often determine food
intake among offspring and perhaps model both food and activity patterns for offspring, especially for
young girls (Karter et al., 1999). The trends in our results support these possibilities.

One advantage of our study is the employment of a large representative sample. Our finding
that 59% of women and 64% of men in our sample were either overweight or obese at age 30–31
may seem high, but these results are consistent with data from the Behavioral Risk Factor
Surveillance System (BRFSS). Exact age-specific national comparisons to these numbers are
difficult to identify given that all of the individuals in our NLSY sample were age 30–31 when they
reported their weight. BRFSS data, which uses similar self-reported height and weight questions,
reveal that nationally between 2010 and 2014 (when NLSY97 respondents reached the age of 30),
57.3% of females and 69.5% of males aged 30–31 were overweight or obese (Centers for Disease
Control & Prevention, 2021). As reported earlier, both racial/ethnic and educational levels in our
sample mirrored national statistics. Based on these figures, we conclude that our sample is more
broadly representative of the population than many of the smaller or clinical samples utilized in
past research.
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While our findings have strong external validity, they also have several contextual limitations.
First, these analyses rely on self-reported height and weight measurements which could be subject
to recall error but this is less likely to be true in the case of the discrete weight categorizations (e.g.,
obese). Second, we are not able to control for a family of origin behavioural patterns for diet and
exercise, which might condition the associations we observe in these data.

These analyses suggest several areas that merit more research. First, diabetes is underdiagnosed
in general and we might be observing the effects of known DM only. There could be ‘second-order
underreporting of familial DM by the respondent since even the parents do not know and yet the
true but unobserved diabetes could still affect the young adult’s BMI. Second, future research
should aim to incorporate measures of DMmedication into the analysis, especially for population-
based samples such as the NLSY. It is an open question of whether there might be a significant
difference in the influence of parental DM if the parent is actively managing DM with medication
and behavioural health strategies. Third, future research could assess how parental transmission of
DMmight be affected by parental marital status. Knowledge of family history and subsequent risk
assessment might be importantly affected by whether the respondent’s parents are still married
and the degree to which the respondent has contact with each parent. Finally, future research
should aim to better understand the nature of connections between parental DM and offspring
BMI, as our analysis lends evidence for a significant association with risk of obesity but not risk of
overweight. Such results underscore the importance of targeting young adults for healthy weight
programmes and interventions, in an effort to prevent or delay the onset of obesity and DM. In
summary, results from this study represent an important step forward in better understanding the
relative influence of shared genes versus family environment as they relate to measures of health
such as body weight.

Supplementary material. The supplementary material for this article can be found at https://doi.org/10.1017/
S0021932023000056

Funding. The research reported in this manuscript was approved by the University of Utah Institutional Review Board. Partial
funding for this study was provided by NIDDK grant 1R01DK118405-01A1.

Competing interest. The authors have no conflicts of interest to declare.

Ethics approval. The authors assert that all procedures contributing to this work comply with the ethical standards of the
relevant national and institutional committees on human experimentation and with the Helsinki Declaration of 1975, as
revised in 2008.

References
Aasbjerg K, Nørgaard CH, Vestergaard N, Søgaard P, Køber L, Weeke P, et al. (2020) Risk of diabetes among related and

unrelated family members. Diabetes Research and Clinical Practice 160, 107997.
Alcolado JC and Alcolado R (1991) Importance of maternal history of non-insulin dependent diabetic patients. British

Medical Journal 302, 1178–1180.
Aldhous MC, Reynolds RM, Campbell A, Linksted P, Lindsay RS, Smith BH, et al. (2015) Sex-differences in the metabolic

health of offspring of parents with diabetes: a record-linkage study. PLoS ONE 10, 1–18.
Alharithy MK, Alobaylan MM, Alsugair ZO and Alswat KA (2018) Impact of family history of diabetes on diabetes control

and complications. Endocrine Practice 24, 773–779.
Ali O (2013) Genetics of type 2 diabetes. World Journal of Diabetes 4, 114–123.
American Diabetes Association (2000) Type 2 diabetes in children and adolescents. Diabetes Care 23, 381–389.
American Diabetes Association (2018) Statistics about Diabetes. American Diabetes Association, Arlington, VA.
Annis AM, Caulder MS, Cook ML and Duquette D (2005) Family history, diabetes, and other demographic and risk factors

among participants of the national health and nutrition examination survey 1999–2002. Preventing Chronic Disease 2(2),
1–12.

Arslanian SA, Bacha F, Saad R and Gungor N (2005) Family history of type 2 diabetes is associated with decreased insulin
sensitivity and an impaired balance between insulin sensitivity and insulin secretion in white youth. Diabetes Care 28, 115–119.

Balkau B, Roussel R, Wagner S, Tichet J, Froguel P, Fagherazzi G, et al. (2017) Transmission of Type 2 diabetes to sons and
daughters: the D.E.S.I.R. cohort. Diabetic Medicine 34, 1615–1622.

12 Lori Kowaleski-Jones et al.

https://doi.org/10.1017/S0021932023000056 Published online by Cambridge University Press

https://doi.org/10.1017/S0021932023000056
https://doi.org/10.1017/S0021932023000056
https://doi.org/10.1017/S0021932023000056


Belsley DA, Kuh E and Welsch RE (2005) Regression Diagnostics: Identifying Influential Data and Sources of Collinearity.
John Wiley & Sons, Chichester UK.

Bray GA, Frühbeck G, Ryan DH and Wilding JPH (2016) Management of obesity. The Lancet 387, 1947–1956.
Bureau of Labor Statistics U.S. Department of Labor (2019a) National Longitudinal Survey of Youth 1997 cohort, 1997–

2010 (rounds 1–14). Produced and distributed by the Center for Human Resource Research (CHRR). The Ohio State
University. Columbus, OH.

Bureau of Labor Statistics U.S. Department of Labor (2019b) Retention and Reasons for Non-Interview. National
Longitudinal Survey of Youth 1997 cohort, 1997–2010 (rounds 1–14). Produced and distributed by the Center for Human
Resource Research (CHRR). The Ohio State University. Columbus, OH.

Cederberg H, Stančáková A, Kuusisto J, Laakso M and Smith U (2015) Family history of type 2 diabetes increases the risk of
both obesity and its complications: is type 2 diabetes a disease of inappropriate lipid storage? Journal of Internal Medicine
277, 540–551.

Centers for Disease Control & Prevention (2021) BRFSS Web Enabled Analysis Tool. https://nccd.cdc.gov/weat/#/analysis.
Centers for Disease Control and Prevention (2020) National Diabetes Statistics Report. Centers for Disease Control and

Prevention, US Dept of Health and Human Services, Atlanta, GA.
Chernausek SD, Arslanian S, Caprio S, Copeland KC, El Ghormli L, Kelsey MM, et al. (2016) Relationship between

parental diabetes and presentation of metabolic and glycemic function in youth with type 2 diabetes: baseline findings from
the TODAY trial. Diabetes Care 39, 110–117.

Cooksey EC (2018) Using the National Longitudinal Surveys of Youth (NLSY) to conduct life course analyses. In Halfon N,
Forrest CB, Lerner RM and Faustman EM (eds) Handbook of Life Course Health Development. Springer, Cham,
Switzerland, pp. 561–577.

Elfhag K and Linné Y (2005) Gender differences in associations of eating pathology between mothers and their adolescent
offspring. Obesity Research 13, 1070–1076.

Gilliam LK, Liese AD, Bloch CA, Davis C, Snively BM, Curb D, et al. (2007) Family history of diabetes, autoimmunity, and
risk factors for cardiovascular disease among children with diabetes in the SEARCH for Diabetes in Youth Study. Pediatric
Diabetes 8, 354–361.

Groop L, Forsblom C, Lehtovirta M, Tuomi T, Karanko S, Nissén M, et al. (1996) Metabolic consequences of a family
history of NIDDM (the Botnia study): evidence for sex-specific parental effects. Diabetes 45, 1585–1593.

Hariri S, Yoon PW, Qureshi N, Valdez R, Scheuner MT and Khoury MJ (2006) Family history of type 2 diabetes:
a population-based screening tool for prevention? Genetics in Medicine 8, 102–108.

Hemminki K, Li X, Sundquist J and Sundquist K (2011) Maternal and paternal transmission of type 2 diabetes. Journal of
Internal Medicine 270, 293–294.

Humes KR, Jones NA and Ramirez RR (2011) Overview of Race and Hispanic Origin: 2010. In U.S. Department of
Commerce (Ed.). Economics and Statistics Administration, U.S. Census Bureau, Washington, D.C.

InterAct Consortium, Scott RA, Langenberg C, Sharp SJ, Franks PW, Rolandsson O, et al. (2013) The link between family
history and risk of type 2 diabetes is not explained by anthropometric, lifestyle or genetic risk factors: the EPIC-InterAct
study. Diabetologia 56, 60–69.

Jouret B, Ahluwalia N, Cristini C, Dupuy M, Nègre-Pages L, Grandjean H, et al. (2007) Factors associated with overweight
in preschool-age children in southwestern France. The American Journal of Clinical Nutrition 85, 1643–1649.

Kaprio J, Tuomilehto J, KoskenvuoM, Romanov K, Reunanen A, Eriksson J, et al. (1992) Concordance for Type 1 (insulin-
dependent) and Type 2 (non-insulin-dependent) diabetes mellitus in a population-based cohort of twins in Finland.
Diabetologia 35, 1060–1067.

Karter AJ, Rowell SE, Ackerson LM, Mitchell BD, Ferrara A, Selby JV, et al. (1999) Excess maternal transmission of type 2
diabetes. The Northern California Kaiser Permanente Diabetes Registry. Diabetes Care, 22, 938–943.

Koehly LM, Morris BA, Skapinsky K, Goergen A and Ludden A (2015) Evaluation of the Families SHARE workbook: an
educational tool outlining disease risk and healthy guidelines to reduce risk of heart disease, diabetes, breast cancer and
colorectal cancer. BMC Public Health 15, 1120.

Li J, Wang S, Han X, Zhang G, Zhao M and Ma L (2020) Spatiotemporal trends and influence factors of global diabetes
prevalence in recent years. Social Science and Medicine 256, 1–10.

Ma RCW and Popkin BM (2017) Intergenerational diabetes and obesity—A cycle to break? PLoS Medicine 14, 1–5
Meigs JB, Cupples LA and Wilson PW (2000) Parental transmission of type 2 diabetes: the Framingham Offspring Study.

Diabetes 49, 2201–2207.
Menke A, Casagrande S, Geiss L and Cowie CC (2015) Prevalence of and trends in diabetes among adults in the United

States, 1988–2012. JAMA - Journal of the American Medical Association 314, 1021–1029.
Narayan KMV, Boyle JP, Thompson TJ, Gregg EW andWilliamson DF (2007) Effect of BMI on lifetime risk for diabetes in

the U.S. Diabetes Care 30, 1562–1566.
National Longitudinal Survey (2023) Custom Weighting Documentation. https://www.nlsinfo.org/weights/custom-

weighting-program-documentation

Journal of Biosocial Science 13

https://doi.org/10.1017/S0021932023000056 Published online by Cambridge University Press

https://nccd.cdc.gov/weat/#/analysis
https://www.nlsinfo.org/weights/custom-weighting-program-documentation
https://www.nlsinfo.org/weights/custom-weighting-program-documentation
https://doi.org/10.1017/S0021932023000056


Nguyen QM, Srinivasan SR, Xu JH, Chen W and Berenson GS (2009) Influence of childhood parental history of type 2
diabetes on the pre-diabetic and diabetic status in adulthood: The Bogalusa heart study. European Journal of Epidemiology
24, 537–539.

Nielsen LA, Nielsen TRH and Holm JC (2015) The impact of familial predisposition to obesity and cardiovascular disease on
childhood obesity. Obesity Facts 8, 319–328.

Pettitt DJ, Lawrence JM, Beyer J, Hillier TA, Liese AD, Mayer-Davis B, et al. (2008) Association between maternal diabetes
in utero and age at offspring’s diagnosis of type 2 diabetes. Diabetes Care 31, 2126–2130.

Praveen EP, Kulshreshtha B, Khurana ML, Sahoo JP, Gupta N, Kumar G, et al. (2010) Obesity and metabolic abnormalities
in offspring of subjects with diabetes mellitus. Diabetes Technology & Therapeutics 12, 723�.

Sladek R, Rocheleau G, Rung J, Dina C, Shen L, Serre D, et al. (2007) A genome-wide association study identifies novel risk
loci for type 2 diabetes. Nature 445, 881–885.

Srinivasan ST, Frontini MG and Berenson GS (2003) Longitudinal changes in risk variables of insulin resistance syndrome
from childhood to young adulthood in offspring of parents with type 2 diabetes: The bogalusa heart study. Metabolism:
Clinical and Experimental 52, 443–450.

StataCorp (2017) Stata Statistical Software: Release 15. StataCorp LLC, College Station, TX.
Tan JT, Tan LSM, Chia KS, Chew SK and Tai ES (2008) A family history of type 2 diabetes is associated with glucose

intolerance and obesity-related traits with evidence of excess maternal transmission for obesity-related traits in a South East
Asian population. Diabetes Research and Clinical Practice 82, 268–275.

Thompson O (2014) Genetic mechanisms in the intergenerational transmission of health. Journal of Health Economics 35,
132–146.

Tojjar J, Norström F, Myléus A and Carlsson A (2020) The impact of parental diabetes on the prevalence of childhood
obesity. Childhood Obesity 16, 258–264.

Voight BF, Scott LJ, Steinthorsdottir V, Morris AP, Dina C, Welch RP, et al. (2010) Twelve type 2 diabetes susceptibility
loci identified through large-scale association analysis. Nature Genetics 42, 579–589.

Waxler JL, O’Brien KE, Delahanty LM, Meigs JB, Florez JC, Park ER, et al. (2012) Genetic counseling as a tool for type 2
diabetes prevention: a genetic counseling framework for common polygenetic disorders. Journal of Genetic Counseling 21,
684–691.

Weinstock RS, Trief PM, El Ghormli L, Goland R, McKay S, Milaszewski K, et al. (2015) Parental characteristics associated
with outcomes in youth with type 2 diabetes: results from the TODAY clinical trial. Diabetes Care 38, 784–792.

Cite this article: Kowaleski-Jones L, Zick C, Brown B, Curtis D, Meeks H, and Smith K (2024). Lean legacy, heavy heritage:
family history of diabetes and its association with young adult body mass index. Journal of Biosocial Science 56, 1–14. https://
doi.org/10.1017/S0021932023000056

14 Lori Kowaleski-Jones et al.

https://doi.org/10.1017/S0021932023000056 Published online by Cambridge University Press

https://doi.org/10.1017/S0021932023000056
https://doi.org/10.1017/S0021932023000056
https://doi.org/10.1017/S0021932023000056

	Lean legacy, heavy heritage: family history of diabetes and its association with young adult body mass index
	Introduction
	Methods
	Sample
	Variables
	Dependent variables
	Independent variables
	Control variables
	Analytical strategy


	Results
	Discussion
	References


