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ABSTRACT
We examine four life course processes as they relate to adolescent SES, adult SES, and
cardiovascular risk – sensitive periods, pathways model, accumulation model, and social
mobility. We consider differences in these life course processes across race/ethnicity and by
gender. We analyzed Waves I and IV of the National Longitudinal Study of Adolescent Health,
restricting our sample to whites, blacks, and Latinos. Analyses were stratified by race/ethnicity.
Cardiovascular risk score at Wave IV combined four risk factors: waist circumference, blood
pressure, hemoglobin A1c, and C-reactive protein. All four life course processes were present for
white women, but only the sensitive period was indicated for white men, Latino men, and Latina
women. The sensitive period and the accumulation model were supported for black women. No
life course processes were significant for black men. Our findings demonstrate the importance of
nuanced examinations of structural factors for CVD risk over the life course.

The socio-economic gradient in health is well established; individuals with higher socioeconomic status (SES) report better health and greater longevity than individuals with lower SES
(Adler and Stewart 2010, Eide and Showalter 2011, Kawachi, Adler and Dow 2010). One of the
most consistent SES gradients is found for cardiovascular risk and disease (CVD) (Glymour,
Clark and Patton 2014, Kanjilal et al. 2006, Kaplan and Keil 1993, Sharma et al. 2004, Thurston
et al. 2014). Life course sociologists and epidemiologists have for decades posited the
importance of early life and childhood exposures for later adult health (Ferraro and Shippee
2009, Kuh et al. 2003, Luo and Waite 2005, Umberson et al. 2014, Walsemann, Geronimus and
Gee 2008), and a large body of evidence now exists to support the link between child SES and
adult CVD risk (Karlamangla et al. 2005, Murray et al. 2011, Pollitt, Rose and Kaufman 2005).
Such conclusions, however, may be premature, as most of these studies were either based on
racially homogenous samples outside of the United States or on community samples that may not
be generalizable to the United States adult population (Pollitt, Rose and Kaufman 2005). Indeed,
few studies consider how race/ethnicity or gender may alter the relationship between SES and
CVD across the life course. A life course perspective recognizes the important role that
race/ethnicity and gender play in structuring individuals’ lived experiences from conception to
death (Gee, Walsemann and Brondolo 2012, Geronimus 2013, Umberson et al. 2014). We
approach our study from this perspective to suggest that the relationship between life course SES
and CVD risk may manifest differently within race/ethnicity and by gender.
The meaning of SES and its importance for preventing or forestalling health problems is
not equivalent for blacks and Latinos as it is for whites, nor is it likely to be the same for men
and women (Pearson 2008, Walsemann, Gee and Ro 2013, Williams et al. 2010). Prior studies
have found, for example, that the adult SES gradient in health varies in strength across
race/ethnicity or gender (Ailshire and House 2012, Farmer and Ferraro 2005, Montez, Hummer
and Hayward 2012, Ross, Masters and Hummer 2012); however, most studies fail to consider
CVD risk at the intersection of race/ethnicity and gender. Applying a life course perspective, we
use data from the National Longitudinal Study of Adolescent Health to examine how SES
measured in adolescence (ages 12-18) influences CVD risk in early adulthood (ages 26-34).
Using SES measured in early adulthood, we assess the extent to which additional life course
processes are evident. Central to our research question is the explicit examination of these life
course processes within the three largest racial/ethnic groups in the United States – whites,
blacks, and Latinos. We also consider if, within race/ethnicity, gender differences in these life
course processes emerge.
BACKGROUND
Socioeconomic status is not static and is likely to change over the life course with
varying health consequences based on timing of exposure to different levels of SES. The life
course perspective provides a beneficial framework for understanding the importance of timing
for health (Elder, Kirkpatrick Johnson and Crosnoe 2003, George 2014, Taylor 2008). In this
study, we examine the life course tenet of time by examining the extent to which the timing and
duration of exposure to socioeconomic disadvantage can impact cardiovascular disease risk.
Though the timing and duration of exposure to socioeconomic disadvantage can have long-term
health consequences, they need not be inexorable.
The concepts of timing, duration, and the modifiability of prior exposures are captured in
four conceptual frames common in the life course and health literature: the sensitive period; the
pathways model; the accumulation model; and social mobility. A number of scholars have

cogently articulated the interdependent nature of these four conceptual frames (Hamil-Luker and
O'Rand 2007, Murray et al. 2011, Pudrovska and Anikputa 2014, Rosvall et al. 2006). Rather
than viewing them as competing theories that should be examined independently, these authors
argue that these four frames should be considered within the same analytic model in order to
provide a more comprehensive and nuanced understanding of how life course SES influences
health. We follow these recommendations by exploring each of these four life course frames and
recognizing the interrelatedness of these life course processes for CVD risk.
Sensitive periods
A sensitive period refers to a developmental window of time when exposure to a given
event, circumstance, or experience exerts a stronger effect than it would if it occurred during a
different developmental window (Kuh et al. 2003). In this regard, a sensitive period is similar to
the concept of critical period with two exceptions. First, in the critical period model, an exposure
outside of a given developmental window produces no additional disease risk unlike a sensitive
period model where the effect is merely stronger in a given developmental window than outside
of it. Second, the long-term health consequences of a given exposure during a sensitive period
can be modified or reversed, whereas if the exposure follows a critical period model, there is a
very limited window of opportunity to intervene and modify the consequences of the behavior
(Ben-Shlomo and Kuh 2002). This is an important distinction both conceptually and empirically,
although these concepts are often used interchangeably. In considering which model might be
operating on a given health outcome, both the exposure and the timing of the exposure are
essential factors. As it relates to our study, SES in adolescence is likely to follow a sensitive
period model – it may exert a stronger effect on CVD risk than adult SES, but subsequent
increases or declines in SES may modify adult CVD risk.
Consistent with a sensitive period model, a number of studies have found significant
associations for early life SES on CVD risk independent of adult SES. For example, low child
SES was associated with higher risk of CVD risk among a cohort of 32 year olds in New
Zealand. This association persisted after adjustment for adult SES (Melchior et al. 2007).
Another study of UK adults found that a “critical period” model seemed to best describe the
association between child SES and adult CVD risk among men (Murray et al. 2011). Finally, in a
systematic review of life course SES and CVD risk, Pollitt and colleagues (2005) concluded that
a moderate level of support exists for the sensitive period model.
Pathways model
The pathways model, also known as a “chains of risk” model, acknowledges the
importance of early life SES for adult chronic disease, but posits that the effect of early life SES
is mostly indirect, influencing adult chronic disease by placing individuals on a given life
trajectory that reflects a combination of social, economic, and health behaviors that are
protective of and/or detrimental to health (Hamil-Luker and O'Rand 2007, Kuh et al. 2003,
Pollitt, Rose and Kaufman 2005). That is, individuals who experience social or economic
disadvantage in youth are at greater risk of experiencing additional disadvantages, such as
restricted educational opportunities that reduce their chances of attending and completing
college. They are also more likely to smoke (Fagan et al. 2005, Soteriades and DiFranza 2003),
be obese (Clarke et al. 2010, Walsemann et al. 2012, Wardle et al. 2006), and be physically
inactive (Ferreira et al. 2007), all behavioral risk indicators associated with CVD. Thus, in this
model, adult SES and health behaviors are conceptualized as mediators that connect early life

SES to adult CVD risk (Pudrovska and Anikputa 2014). Empirically, this model would be
supported if early life SES was associated with CVD risk when examined without adjustment for
adult SES and adult health behaviors, but would be attenuated after adjustment for adult SES and
health behaviors.
A number of studies find evidence to support the pathways model, although it is difficult
to fully ascertain the strength of the evidence because most studies are only able to consider SES
at two points in the life course and often do not consider the potential mediating role of health
behaviors (Pollitt, Rose and Kaufman 2005). For example, in a national sample of middle-aged
US adults, there was a stronger association between adult SES and allostatic load compared to
child SES, although child SES remained a significant predictor of allostatic load once adult SES
was adjusted (Gruenewald et al. 2012). A study of employed Scottish men found that although
child SES and adult SES were independently associated with a number of CVD risk factors, the
strength of the association was stronger for adult SES than for child SES (Blane et al. 1996).
Using a community sample of US adults 45 to 64 years old, Roberts and colleagues (2010) found
that although child SES was associated with incident heart failure, after adjustment for SES in
early and mid-to-older adulthood, the association was attenuated. Taken together, findings from
these studies suggest that much of the association between early life SES and CVD risk may
work indirectly through adult SES.
Accumulation model
The accumulation model is a model of cumulative impact, meaning that exposure to
socioeconomic disadvantage (or advantage) over multiple periods has a stronger impact on later
health than an individual episode of socioeconomic disadvantage (or advantage). This model is
reflected in the weathering hypothesis, which contends that prolonged exposure to negative
social, economic, and/or psychosocial conditions accelerates the aging of biological systems
resulting in increased risk of disease at earlier ages in the life course (Geronimus 2013). The
cumulative damage to biological systems brought on by long-term exposure to low SES across
the life course may play a significant role in CVD risk (Kuh et al. 2003, Murray et al. 2011).
Within the CVD literature, the most common way to assess the accumulation model is to
sum or average SES across different time points, usually childhood and adulthood (Murray et al.
2011). This reflects an additive approach to testing this model. That is, each period of low SES
has similar, independent effects on CVD risk (Mishra et al. 2013, Pudrovska and Anikputa
2014). This, however, may not be the most accurate way to conceptualize cumulative impact,
especially if the effects of earlier disadvantage on CVD risk are amplified with additional
exposure to disadvantage. To empirically examine this scenario, interactions between SES at
separate time points would be needed.
The accumulation model appears to find the most consistent support in the CVD
literature (Pollitt, Rose and Kaufman 2005). Individuals who experience low SES at multiple
time points – usually at least during childhood and adulthood – have the highest likelihood of
CVD risk, including inflammation (Loucks et al. 2006, Pollitt et al. 2008), allostatic load
(Gruenewald et al. 2012), hypertension (James et al. 2006), coronary heart disease (Loucks et al.
2009), and intima-media thickness (Carson et al. 2007).
Social mobility

The social mobility model is most interested in examining how life course patterns of
SES influence health, and in our case, CVD risk. Central to the social mobility model is the
question – do our bodies remember or can they be made to forget? This model recognizes that 1)
early life SES is an important factor in CVD risk; 2) the health effects of early life SES may be
modified or reversed by later socioeconomic circumstances; and 3) adult CVD risk is a result of
a life-long process that is influenced by social structure, human agency, and underlying
physiological processes (Ferraro, Shippee and Schafer 2009, Ferraro and Shippee 2009). Thus,
individuals who are upwardly mobile – experienced socioeconomic disadvantage in childhood,
but socioeconomic advantage in adulthood – may experience lower CVD risk than individuals
who experience chronic socioeconomic disadvantage. Conversely, individuals who are
downwardly mobile – experienced socioeconomic advantage in childhood, but socioeconomic
disadvantage in adulthood – may see the health advantages that they experienced earlier in life
erode as a consequence of later disadvantage. As a result, the health of socially mobile
individuals likely falls somewhere in-between the health of those who are consistently
advantaged or consistently disadvantaged (Bartley and Plewis 1997, Högberg et al. 2011).
One of the most common approaches to studying social mobility is to examine life course
patterns of SES and compare patterns of mobility to patterns of cumulative advantage or
disadvantage (Gruenewald et al. 2012, Högberg et al. 2011, James et al. 2006). In the CVD
literature, the findings have been mixed (Pollitt, Rose and Kaufman 2005). For example, both
Gruenewald et al. (2012) and James (2006) found a gradient in the relationship between life
course SES and CVD risk such that those who were low SES in childhood and adulthood
reported the worst health outcomes and those who were high SES in childhood and adulthood
reported the best health outcomes. Individuals who were downwardly mobile and upwardly
mobile fell in-between. Conversely, social mobility was unrelated to hypertension among a
national sample of Black Americans (Broman 1989).
Social mobility could also be empirically assessed by creating an interaction between
SES at two or more time points, as would be the case when examining the accumulation model.
This reflects the model’s emphasis on how changes in SES across the life course may be
important for CVD risk (Pudrovska and Anikputa 2014). Thus, the focus in the social mobility
model would be on those individuals who change their SES over the life course. In comparison,
the focus of the accumulation model is on the stability of SES – those who are persistently
advantaged or disadvantaged.
Differences across Race/Ethnicity and by Gender
Inequality occurs across multiple systems of stratification (Ferraro and Shippee 2009,
Weber 2010), yet most studies interested in the relationship between life course SES and CVD
risk ignore other forms of stratification, such as gender and race/ethnicity (Berkman 2005), or
assume that they contribute additively to CVD risk. Indeed, what we know about how life course
SES influences CVD risk comes mainly from racially homogenous studies based in Europe, the
UK, and New Zealand (Högberg et al. 2011, Melchior et al. 2007, Murray et al. 2011, Pollitt,
Rose and Kaufman 2005), many of which are not generalizable to women or persons outside of
the labor force (Blane et al. 1996, Stringhini et al. 2013). Further, U.S. based studies tend to rely
on community samples that are not representative of the adult population and often only include
white and/or black respondents (Carson et al. 2007, Gruenewald et al. 2012, James et al. 2006,
Lemelin et al. 2009, Pollitt et al. 2008, Roberts et al. 2010); Latinos have been virtually ignored

within this body of research. Thus, current understanding of how life course SES shapes CVD
risk may be incorrect, especially as it applies to US blacks, Latinos, and women.
There are strong theoretical reasons to expect that life course processes in CVD risk may
manifest differently within racial/ethnic groups and by gender. First, SES is not equivalent across
race or gender; the meaning of education, for example, and its associated outcomes are quite
different for white males than they are for any other group. Women, on average, earn less money
at an equivalent level of education than men; whereas Black and Latino men, on average, earn
less money at an equivalent level of education than White men (Walsemann, Gee and Ro 2013,
Williams et al. 2010). Likewise, the quality of education that one receives differs across
race/ethnicity; predominantly-minority schools tend to be underfunded, which results in fewer
educational opportunities for their students (Darling-Hammond 2004). Second, efforts to become
socially mobile in the United States have varying levels of psychosocial and health costs
depending on race/ethnicity and gender (Pearson 2008). According to Pearson (2008),
individuals from marginalized groups who engage in high-effort psychological coping in an
effort to secure economic and cultural capital ultimately pay a health penalty. For instance,
studies have found that sustained, high-effort coping in the face of adversity is associated with
increased risk of hypertension among Black men (James 1994). Finally, society structures the
lives of men and women in distinct ways, which results in different opportunities, social roles,
and norms (Moen and Chermack 2005). Thus, there is reason to suspect that the consequences of
life course SES for CVD risk will depend upon gender.
Although few studies in the life course SES and CVD literature have considered how life
course processes may vary within race/ethnicity and by gender, those that have report
inconsistent results. For example, using a community sample of young adults, Karlamangla and
colleagues (2005) found that the association between childhood SES and CVD risk was strongest
in white women and weakest in black men. A study using a community sample of blacks and
whites in the US found that indicators of cumulative SES and adult SES were strongly and
inversely associated with inflammation among whites, whereas adult SES, but not cumulative
SES, was inversely associated with inflammation among blacks (Pollitt et al 2008). Conversely,
others have found no racial/ethnic and gender differences in the association between life course
SES and CVD risk (c.f., (Roberts et al. 2010)).
Research Questions and Hypotheses
We have two main research questions. First, what life course processes best describe the
relationship between SES and CVD risk in white, black, and Latino young adults? Based on
prior research, we hypothesize that there will be stronger evidence in support of the four life
course processes previously described among whites, and weaker evidence for blacks and
Latinos. Second, within race/ethnicity, does gender modify the relationship between life course
SES and CVD risk? Given the different locations held by women and men within social
institutions (e.g., family, work, government) and the systematic inequities women experience
within those social institutions (Hamil-Luker and O'Rand 2007, Moen and Chermack 2005), we
hypothesize that life course processes will vary by gender.
METHODS
Sample
Restricted data from Wave I (1994/5) and IV (2008/8) of the National Longitudinal Study

of Adolescent Health (Add Health; Harris et al. 2009) were used. The Add Health sample is
nationally representative of adolescents in grades 7-12 in Wave I from US schools with respect
to region of country, urbanicity, school size, school type (private/public), and race/ethnicity. Our
analysis used data from in-home interviews of respondents in Waves I and IV, along with
biomarker data collected in Wave IV. Biomarker data collection used non-invasive procedures,
and included the collection of anthropometric (i.e., waist circumference), cardiovascular (i.e.,
blood pressure, pulse rate), metabolic (i.e., hemoglobin A1c) and inflammatory measures (i.e., Creactive protein). Metabolic and inflammatory measures were based on the analysis of dried
blood spots.
Our sample was restricted to those assigned probability weights in Wave IV, who were
not pregnant at the time of the interview, and who self-reported as non-Hispanic white, nonHispanic black, or Latino (n=13,171). Approximately 1,736 respondents were excluded due to
item non-response on biomarkers and 137 were excluded due to item non-response on covariates.
After exclusions, our final analytic sample consisted of 11,298 respondents.
Measures
Cardiovascular Risk: Four established risk factors for cardiovascular disease were used to
construct the dependent variable – cardiovascular risk (CVR) score: waist circumference, blood
pressure, hemoglobin A1c (HbA1c), and C-reactive protein (CRP). Each indicator was
categorized as 0 = “low risk”; 1 = “medium risk”; and 2 = “high risk” based on established cutpoints (Lean, Han and Morrison 1995). Measured waist circumference was categorized as 0 =
<94 cm (men) or <80 cm (women), 1 = 94 cm – <102 cm (men) or 80 – <88 cm (women), and 2
= ≥102 cm (men) or ≥88 cm (women). Measured diastolic (DBP) and systolic (SBP) blood
pressure were used to categorize respondents as 0=normotensive (<120 SBP & <80 DBP),
1=prehypertensive (120-139 SBP or 80-89 DBP), and 3=hypertensive (≥140 SBP or ≥90 DBP).
Measured HbA1c was used to categorize respondents as 0=non-diabetic (<5.7%), 1=pre-diabetic
(5.7-6.4%), and 2=diabetic (≥6.5%). CRP was categorized as 0 = <1.0 mg/L, 1 = 1.0 – 3.0 mg/L,
and 2 = >3.0 mg/L. The four indicators were summed, resulting in a normally distributed risk
score ranging from 0 to 8.
Adolescent SES was constructed using a composite measure calculated using indicators from
Wave I. Standardized (z-score) measures of family poverty (i.e., parent-reported household
income to federal poverty level in 1995), parental educational level (i.e., parent-reported 10-level
ordinal variable ranging from “did not go to school” to “professional training beyond a 4-year
degree”), and parental occupation (i.e., respondent-reported 7-level ordinal variable) were used
to calculate the mean composite score. Scores were calculated for all respondents with
information on at least one of the indicators. Respondents residing with just one parent used
information from that parent in constructing the measure while respondents residing with two
parents used the average of both parents’ information. Positive values represent higher levels of
adolescent SES.
Similar to adolescent SES, a composite measure of adult SES at Wave IV was created, when
respondents were 26-34 years old. This measure was calculated as the mean of standardized (zscore) measures of family poverty (i.e., respondent-reported household income to federal poverty
level in 2007), respondents’ educational level (i.e., respondent-reported 9-level ordinal variable
ranging from ‘‘completed 8th grade or less’’ to ‘‘completed professional training beyond a 4year degree’’), and respondents’ occupation (i.e., respondent-reported 7-level ordinal variable).

Composite scores were calculated for all respondents who had information on at least one of the
indicators used in the composite measure. Positive values represented higher levels of adult SES.
Mediators:
Physical activity at Wave I was assessed using 3 items that met the average metabolic equivalent
(MET) value of 5.0 or higher, representing moderate to vigorous activity ((Ainsworth et al.
2011). Items reported the number of times respondents participated in a variety of activities (e.g.,
rollerblading, bicycling, jogging, swimming, walking, dancing, etc.) in the past week with
response options ranging from “not at all” to “5 or more times”. The items were summed such
that higher values represent greater physical activity. An indicator of physical activity at Wave IV
was constructed to measure change in physical activity from Wave I to Wave IV; however, the
Wave IV indicator used 6 items assessing engagement in moderate to vigorous activities. The 6
indicators were summed, then divided by 6 (representing the average score of individual physical
activities) and multiplied by 3 to make the Wave IV indicator comparable to Wave I (GordonLarsen, Nelson, and Popkin 2004). Change in physical activity was calculated by subtracting
Wave I from Wave IV physical activity. We include Wave I physical activity and change in
physical activity from Wave I to IV in our analysis.
Smoking status at Wave IV was categorized as non-smoker, former smoker, non-daily smoker,
and daily smoker.
Depressive symptoms were measured at Wave I using the 9-item Center for Epidemiological
Studies Depression Scale (CES-D) available in Add Health. Respondents were asked how often
in the past week they had experienced 9 symptoms. Per convention, positively worded items
were reverse coded and the 9 items were summed (Cronbach’s α=0.XX), such that higher values
represent greater depressive symptoms. Change in depressive symptoms from Wave I to Wave
IV were calculated by subtracting the 9-item CES-D scale measured at Wave I from the 9-item
CES-D scale measured at Wave IV. Wave I depressive symptoms and change in depressive
symptoms from Wave I to IV were used in our analysis.
Economic hardship at Wave IV is a count of the number of 5 economic strains reported in the
past 12 months: could not pay rent/mortgage, was evicted, could not pay electrical/gas/oil bills,
electrical/gas/oil service was shut-off, or worried that food would run out.
Control Variables: Respondents were categorized as immigrants if they reported being born
outside of the US to non-US citizens. Family structure in Wave I was categorized as nuclear
(two biological parents), step-family (one biological and one step-parent), female-headed,
extended/intergenerational family, and other. Age in Wave IV ranged from 24 to 34 years old.
Marital status in Wave IV was categorized as unmarried, married, or other. Baseline health was
assessed using the following question measured in Wave I: “In general, how is your health?
Would you say excellent, very good, good, fair, or poor?” Higher values reflect better health.
Finally, because CRP results may be biased upward if individuals experienced an infection
recently, the number of inflammatory or common infections reported in the prior two weeks at
Wave IV was controlled for, which was coded as 0, 1, 2, and 3 or more.
Analytic Approach
All analyses are stratified by race/ethnicity. We begin with descriptive statistics to understand the
data distribution, which we further stratify by gender. Next, we present estimates of
accumulation and social mobility within race/ethnicity for women and men. Multiple linear

regression assessed the association between life course SES and cardiovascular risk. All analyses
were weighted to account for the complex sampling design and respondent attrition from Wave I
to Wave IV using the svy commands in Stata v13.
RESULTS
Sample Characteristics
Table 1 presents sample characteristics across race/ethnicity for women and men. Among
whites, men have a significantly lower CVD risk score (M=3.3) than women (M=3.5). No gender
differences were found in adolescent SES; however, in adulthood white men reported lower SES
(M=-0.1) than white women (M=0.2). Other gender differences of note include higher rates of
physical activity in Wave 1 among men than women, but a steeper reduction in their physical
activity between W1 and W4. White men also reported fewer depressive symptoms than white
women (M=4.9 vs M=6.1), but no gender differences in the rate of change in depressive
symptoms between W1 and W4. Men also endorsed fewer economic hardships than women.
Among blacks, men have a significantly lower CVD risk score (M=3.7) than women
(M=4.3). Both black men and women experienced levels of adolescent SES that was below the
mean of the sample (-0.2 and -0.3, respectively), indicating greater disadvantage in adolescence.
This continued in adulthood; but black men reported significantly lower adult SES than black
women. Similar patterns in gender differences in health behaviors were found among blacks as
found among whites. Black men were more physically active at W1 than black women and also
experienced greater declines in physical activity between W1 and W4 compared to black women.
Black men reported fewer depressive symptoms at W1 than black women; whereas black women
experienced a decline in depressive symptoms between W1 and W4 (M=-0.7), black men did not
(M=0.2). Black men were also much more likely to be daily smokers than black women.
Among Latinos, CVD risk was statistically similar between men (M=3.7) and women
(M=3.9). On average, Latino men and women experienced levels of adolescent SES below the
mean (M=-0.5 and M=-0.4, respectively), indicating a more disadvantaged adolescence than
their peers. This continued into adulthood; although Latinas were closer to the mean (M=-0.0) in
adulthood. Men reported lower SES in adulthood than women (M=-0.3). Like whites and blacks,
there were gender differences in physical activity among Latinos; men were more physically
active at W1 than women, but experienced a greater decline in physical activity by W4. Nondaily smoking was also more common among men than women. Latino men also endorsed fewer
economic hardships than women (M=0.3 vs M=0.6, respectively).
Social Mobility and Accumulation
Table 2 reports the percentage of respondents who experienced social mobility (upward
and downward) as well as cumulative advantage (i.e., high adolescent SES & high adult SES) or
cumulative disadvantage (i.e., low adolescent SES & low adult SES). Among whites, over 20%
of women experienced cumulative advantage, whereas only 2.7% reported upward mobility from
low adolescent SES to high adult SES, although almost 16% moved from average adolescent
SES to high adult SES. Gender differences were found across most of the adolescent SES – adult
SES categories. More men reported cumulative disadvantage than women, and fewer men than
women reported cumulative advantage.
Among blacks, few gender differences were found. However, more blacks experienced
cumulative disadvantage (17.4% women, 22.1% men) than cumulative advantage (7.0% women,

7.5% men). Upward mobility from low adolescent SES to high adult SES occurred among 5.6%
of women and 2.8% of men, whereas downward mobility from high adolescent SES to low adult
SES occurred among 5.5% of women and 8.3% of men.
Among Latinos, significantly more men (24.7%) experienced cumulative disadvantage
than women (14.9%); however, this was the only gender difference found. Around 6% of women
and men experienced cumulative advantage. Fewer reported downward social mobility from high
adolescent SES to low adult SES (2.3% of women, 4.9% of men), whereas slightly more Latinos
experienced upward mobility from low adolescent SES to high adult SES (8.6% of women, 7%
of men).
Multivariate Analyses
Table 3 presents estimates from weighted multiple regression models stratified by
race/ethnicity. All models adjust for gender, nativity, family structure (Wave I), self-rated health
(Wave I), age (Wave IV), marital status (Wave IV), and number of inflammatory or common
infections in the two weeks prior to the interview (Wave IV). Model 1 estimates the direct effect
of adolescent SES on CVD risk. Model 2 estimates the direct effect of adult SES on CVD risk.
Model 3 tests the sensitive period and pathways model by simultaneously estimating the effects
of adolescent SES and adult SES. Model 4 tests the social mobility and accumulation models by
including an interaction between adolescent SES and adult SES. In each model, we consider if
the effects differ by gender by including interaction terms between gender and the respective
SES indicators.
Whites
When modeled separately, adolescent SES (b=-0.38; Model 1) and adult SES (b=-0.15;
Model 2) are significantly associated with lower CVD risk among white men and women. Model
3 suggests that after adjustment for adolescent SES, the relationship between adult SES and
CVD risk is null for white men (b=-0.02), but is inversely associated with CVD risk among
white women (b=-0.19). Further, adolescent SES remains significantly associated with CVD risk
among white men (b=-0.38) after adjustment for adult SES, but the strength of the association is
weaker for white women (b=-0.19 [-0.38+0.19]). Model 3, therefore, provides support for the
sensitive period model for men and women, but not the pathways model for men.
In Model 4, the interaction between adolescent SES and adult SES is negative and
significant, and this association does not differ by gender. We plot the main effects and
interactions in Figure 1. Doing so reveals support for social mobility and the accumulation model
among white women. For example, the CVD risk score is 3.8 for women disadvantage at both
life course periods, 3.67 for upwardly mobile women, 3.71 for downwardly mobile women and
3.0 for women advantage at both developmental periods. In some respects, the opposite patterns
are found among white men. Upwardly mobile white men have the highest CVD risk score
(y=4.1), and downwardly mobile white men have the lowest (y=3.2). This likely reflects the
strong sensitive period effect of adolescent SES for white men. These patterns do not change
with inclusion of the mediators (Model 5).
Blacks
Neither adolescent SES nor adult SES is associated with CVD risk, when modeled
individually (Model 1 and Model 2) or jointly (Model 3) for black men and women. The
inclusion of the two-way (adolescent SES x adult SES) and three-way interactions (adolescent

SES x adult SES x female) in Model 4 indicates that, among black women, the accumulation
model is tentatively supported, but the social mobility model is not (see Figure 2). We qualify
this support because the association between adult SES and CVD risk as well as the interaction
between adolescent SES and adult SES among black women were only marginally statistically
significant. According to Figure 2, black women who were advantaged at both developmental
periods experienced the lowest CVD risk (y=3.7), whereas black women who were
disadvantaged at both life course periods experienced high CVD risk (y=4.5). This level of risk,
however, was similar across women with low adolescent SES regardless of adult SES. None of
the patterns for black men were statistically significant, suggesting that SES is not a strong
indicator of CVD risk among this population. Inclusion of mediators (Model 5) did little to alter
these patterns.
Latinos
Adolescent SES is inversely associated with CVD risk among Latino men and women
(b=-0.20; Model 1), but adult SES is not (Model 2). This association held with adjustment for
adult SES (Model 3), providing support for the sensitive period model, but not the pathways
model. Estimates from Model 4 suggest no support for the social mobility model or
accumulation model among Latino men or women. Inclusion of mediators did not alter these
findings (Model 5).
DISCUSSION – (To be added)

Table 1: Sample characteristics by race/ethnicity and gender, National Longitudinal Study of Adolescent Health, W1
& W4, Mean (SE) or % presented. a, b
White
N=6,906

Black
N=2,487

Latino
N=1,905

Women

Men

Women

Men

Women

Men

Cardiovascular Risk Score

3.5 (0.05)

3.3 (0.05)*

4.3 (0.08)

3.7 (0.09)*

3.9 (0.09)

3.7 (0.09)

Childhood SES

0.1 (0.03)

0.1 (0.04)

-0.3 (0.06)

-0.2 (0.08)

-0.4 (0.07)

-0.5 (0.06)

Adult SES

0.2 (0.03)

-0.1 (0.04)*

-0.2 (0.06)

-0.4 (0.08)*

-0.0 (0.04)

-0.3 (0.05)*

Physical Activity W1

3.4 (0.07)

4.1 (0.08)*

2.8 (0.11)

4.1 (0.12)*

3.0 (0.09)

4.1 (0.13)*

W4 – W1 Physical Activity

-1.7 (0.07)

-2.3 (0.08)*

-1.5 (0.13)

-2.1 (0.11)*

-1.5 (0.10)

-2.2 (0.14)*

Mediators

Smoking Status W4
Never Smoker

26.7

23.9

59.0

40.2*

45.4

33.6*

Former Smoker

31.7

31.3

16.6

18.0

29.8

28.0

Non-Daily Smoker

12.9

14.0

12.4

18.4

13.8

22.4*

Daily Smoker

28.7

30.9

12.0

23.4*

11.0

16.0

6.1 (0.12)

4.9 (0.10)*

7.2 (0.22)

5.3 (0.17)*

7.4 (0.31)

5.7 (0.21)*

-0.7 (0.13)

-0.4 (0.10)

-0.7 (0.27)

0.2 (0.30)*

-1.0 (0.33)

-0.6 (0.30)

0.4 (0.03)

0.4 (0.02)*

0.7 (0.06)

0.6 (0.05)

0.6 (0.05)

0.3 (0.04)*

Born US Citizen

99.6

99.6

99.1

99.2

81.4

79.3

Born Non-US Citizen

0.4

0.4

0.9

0.8

18.6

20.7

Nuclear

52.8

55.8

22.4

20.9

37.5

45.3

Step-Family

10.4

11.2

5.9

6.7

8.4

5.3

Female Headed

13.9

12.6

25.2

27.1

11.5

11.4

Extended

17.5

14.0*

40.8

39.1

38.2

31.8

CES-D W1

c

W4 – W1 CES-D

c

Economic Hardship W4
Control Variables
Nativity

Family Structure W1

5.4

6.4

5.7

6.2

4.4

6.3

Self-Rated Health W1

Other

3.8 (0.03)

4.0 (0.02)*

3.8 (0.04)

4.0 (0.05)*

3.7 (0.06)

3.9 (0.05)*

Age (years) W4

28.7 (0.13)

28.9 (0.14)*

28.9 (0.21)

29.3 (0.23)*

28.8 (0.24)

29.0 (0.23)

Married

51.1

42.7*

25.0

26.5

46.2

39.4

Cohabitating

19.9

19.7

24.2

23.5

18.7

15.6

Never Married

24.7

33.9*

46.5

46.8

30.5

41.2*

Other

4.3

3.7

4.4

3.2

4.7

3.9

0.5 (0.02)

0.4 (0.02)*

0.4 (0.03)

0.4 (0.02)

0.5 (0.04)

0.4 (0.03)*

Marital Status W4

# of Infections W4
a

b

Notes: Percentages may not add to 100 due to rounding. Higher values = greater physical activity, more depressive
symptoms, higher perceived social status, greater economic hardship, and better self-rated health. c CES-D =
depressive symptoms scale, *p<0.05, adjusted for multiple comparisons using Bonferroni method.

Table 2: Percentage of respondents in each adolescent SES – adult SES category by gender, stratified by race, weighted estimates, National Longitudinal Study
of Adolescent Health, W1 & W4.a
White
Black
Latino
N=6,906
N=2,487
N=1,905
Women
Men
Women
Men
Women
Men
Adolescent
SES

Adult
SES

Low
Low
Low

Low
Avg
High

8.2
9.6
2.7

12.7*
5.2*
2.0

17.4
17.0
5.6

22.1
9.1*
2.8

14.9
23.0
8.6

24.7*
18.2
7.0

Avg
Avg
Avg

Low
Avg
High

7.6
21.6
15.9

16.7*
17.3*
12.7*

8.9
18.7
10.1

19.2*
13.1
8.8

8.3
19.0
10.8

10.2
16.1
6.5

High
High
High

Low
Avg
High

2.8
11.3
20.3

5.4*
11.8
16.2*

5.5
9.8
7.0

8.3
9.1
7.5

2.3
6.9
6.2

4.9
6.1
6.4

Notes: a Percentages may not add to 100 due to rounding. b SES measures categorized as low (<-0.5 SD), average (-0.5 SD – 0.5 SD), and high (>0.5 SD).
*p<0.05, adjusted for multiple comparisons using Bonferroni method

Table 3: Regression coefficients from multivariate linear regression, stratified by race/ethnicity, weighted analysis, National Longitudinal Study of Adolescent
Health, W1 & W4
Model 1
Model 2
Model 3
Model 4
Model 5
b (SE)
b (SE)
b (SE)
b (SE)
b (SE)
Whites (n=6,906)
Adolescent SES
-0.38 (0.06)***
-0.38 (0.08)***
-0.43 (0.08)***
-0.41 (0.08)***
Female x Adolescent SES
0.11 (0.07)
0.19 (0.08)*
0.24 (0.08)**
0.22 (0.08)*
Adult SES
-0.15 (0.05)**
-0.02 (0.05)
-0.01 (0.05)
-0.01 (0.06)
Female x Adult SES
-0.13 (0.07)
-0.19 (0.08)*
-0.20 (0.08)*
-0.22 (0.08)*
Adolescent SES x Adult SES
-0.19 (0.07)**
-0.19 (0.07)*
Female x Adolescent SES x Adult SES
0.04 (0.09)
0.06 (0.09)
Female
0.08 (0.05)
0.14 (0.05)**
0.10 (0.05)
0.09 (0.06)
0.10 (0.06)
Intercept
3.40 (0.04)***
3.35 (0.05)***
3.40 (0.04)***
3.45 (0.05)***
3.19 (0.06)***
Blacks (n=2,484)
Adolescent SES
Female x Adolescent SES
Adult SES
Female x Adult SES
Adolescent SES x Adult SES
Female x Adolescent SES x Adult SES
Female
Intercept
Latinos (n=1,905)
Adolescent SES
Female x Adolescent SES
Adult SES
Female x Adult SES
Adolescent SES x Adult SES
Female x Adolescent SES x Adult SES
Female
Intercept

0.05 (0.12)
-0.20 (0.15)
0.06 (0.12)
-0.25 (0.15)
0.53 (0.11)***
3.75 (0.08)***

0.52 (0.11)***
3.77 (0.09)***

-0.20 (0.10)*
-0.05 (0.13)
-0.07 (0.12)
-0.32 (0.21)
0.12 (0.15)
3.60 (0.10)***

0.15 (0.14)
3.67 (0.10)***

0.03 (0.12)
-0.14 (0.15)
0.05 (0.12)
-0.20 (0.15)
0.50 (0.11)***
3.77 (0.09)***
-0.20 (0.10)*
0.02 (0.14)
-0.02 (0.12)
-0.31 (0.22)
0.15 (0.15)
3.59 (0.10)***

0.15 (0.11)
-0.32 (0.14)*
0.09 (0.12)
-0.29 (0.15)‡
0.23 (0.16)
-0.43 (0.22)‡
0.55 (0.12)***
3.74 (0.10)***

0.17 (0.11)
-0.32 (0.13)*
0.05 (0.12)
-0.28 (0.14)‡
0.21 (0.14)
-0.38 (0.19)*
0.39 (0.12)**
3.71 (0.10)***

-0.21 (0.10)*
0.03 (0.14)
-0.05 (0.15)
-0.23 (0.23)
-0.06 (0.11)
0.17 (0.16)
0.13 (0.16)
3.30 (0.10)***

-0.22 (0.09)*
0.07 (0.14)
-0.09 (0.14)
-0.19 (0.24)
-0.09 (0.11)
0.23 (0.16)
0.06 (0.15)
3.34 (0.11)***

Notes: All models adjust for nativity, family structure W1, self-rated health W1, age W4, marital status W4, and # of infections W4. Model 5 further adjusts for
physical activity W1, change in physical activity between W4 and W1, smoking status W4, depressive symptoms W1, change in depressive symptoms between
W4 and W1, perceived social status W4, and economic hardship W4.
‡p<.10; *p<0.05; **p<0.01; ***p<0.001

Figure 1: Whites
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Notes: Estimates based on Model 4 from Table 3. “Low” refers to low SES in adolescence or adulthood (1 SD below mean). “Avg” refers to mean SES in
adolescence or adulthood (0 SD). “High” refers to high SES in adolescence or adulthood (1.0 SD above mean).

Figure 2: Blacks
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Notes: Estimates based on Model 4 from Table 3. “Low” refers to low SES in adolescence or adulthood (1 SD below mean). “Avg” refers to mean SES in
adolescence or adulthood (0 SD). “High” refers to high SES in adolescence or adulthood (1.0 SD above mean).

References
Adler, Nancy E. and Judith Stewart. 2010. "Health Disparities across the Lifespan: Meaning,
Methods, and Mechanisms." Annals of the New York Academy of Sciences 1186(1):5-23.
doi: 10.1111/j.1749-6632.2009.05337.x.
Ailshire, Jennifer A and James S House. 2012. "The Unequal Burden of Weight Gain: An
Intersectional Approach to Understanding Social Disparities in Bmi Trajectories from
1986 to 2001/2002." Social Forces:sor001.
Ainsworth, B. E., W.L. Haskell, S.D. Herrmann, N. Meckes, D.R. Bassett Jr., C. Tudor-Locke,
J.L. Greer, J. Vezina and Melicia C. Whitt-Glover. 2011. "Compendium of Physical
Activities: A Second Update of Codes and Met Values." Medicine and Science in Sports
and Exercise 43(8):1575-81.
Bartley, Mel and Ian Plewis. 1997. "Does Health-Selective Mobility Account for Socioeconomic
Differences in Health? Evidence from England and Wales, 1971 to 1991." Journal of
Health and Social Behavior:376-86.
Ben-Shlomo, Yoav and Diana Kuh. 2002. "A Life Course Approach to Chronic Disease
Epidemiology: Conceptual Models, Empirical Challenges and Interdisciplinary
Perspectives." International Journal of Epidemiology 31(2):285-93.
Berkman, Lisa F. 2005. "Tracking Social and Biological Experiences: The Social Etiology of
Cardiovascular
Disease."
Circulation
111(23):3022-24.
doi:
10.1161/circulationaha.104.509810.
Blane, D, CL Hart, G Davey Smith, CR Gillis, DJ Hole and VM Hawthorne. 1996. "Association
of Cardiovascular Disease Risk Factors with Socioeconomic Position During Childhood
and During Adulthood." British Medical Journal 313:1434-38.
Broman, Clifford L. 1989. "Social Mobility and Hypertension among Blacks." Journal of
behavioral medicine 12(2):123-34.
Carson, April P., Kathryn M. Rose, Diane J. Catellier, Jay S. Kaufman, Sharon B. Wyatt, Ana V.
Diez–Roux and Gerardo Heiss. 2007. "Cumulative Socioeconomic Status across the Life
Course and Subclinical Atherosclerosis." Annals of Epidemiology 17(4):296-303. doi:
http://dx.doi.org/10.1016/j.annepidem.2006.07.009.
Clarke, Philippa J., Patrick M. O'Malley, John E. Schulenberg and Lloyd D. Johnston. 2010.
"Midlife Health and Socioeconomic Consequences of Persistent Overweight across Early
Adulthood: Findings from a National Survey of American Adults (1986-2008)." Am. J.
Epidemiol.:kwq156. doi: 10.1093/aje/kwq156.
Darling-Hammond, Linda. 2004. "Inequality and the Right to Learn: Access to Qualified
Teachers in California's Public Schools." Teachers College Record 106(10):1936-66.
Eide, Eric R. and Mark H. Showalter. 2011. "Estimating the Relation between Health and
Education: What Do We Know and What Do We Need to Know?". Economics of
Education Review 30:778-91. doi: 10.1016/j.econedurev.2011.03.009.
Elder, Glen H., Monica Kirkpatrick Johnson and Robert Crosnoe. 2003. "The Emergence and
Development of Life Course Theory." Pp. 3-19 in Handbook of the Life Course, edited by
J. Mortimer and M. J. Shanahan. New York: Springer.
Fagan, Pebbles, Judith S Brook, Elizabeth Rubenstone and Chenshu Zhang. 2005. "Parental
Occupation, Education, and Smoking as Predictors of Offspring Tobacco Use in
Adulthood: A Longitudinal Study." Addictive Behaviors 30(3):517-29.

Farmer, Melissa M. and Kenneth F. Ferraro. 2005. "Are Racial Disparities in Health Conditional
on Socioeconomic Status?". Social Science & Medicine 60(1):191-204.
Ferraro, Kenneth F, Tetyana P. Shippee and Markus H. Schafer. 2009. "Cumulative Inequality
Theory for Research on Aging and the Life Course." Pp. 413-33 in Handbook of Theories
of Aging, edited by V. L. Bengston, D. Gans, N. M. Putney and M. Silverstein. New
York: Springer Publishing.
Ferraro, Kenneth F. and Tetyana P. Shippee. 2009. "Aging and Cumulative Inequality: How
Does Inequality Get under the Skin?". Gerontologist 49(3):333-43. doi:
10.1093/geront/gnp034.
Ferreira, Isabel, Klazine Van Der Horst, Wanda Wendel‐Vos, Stef Kremers, Frank J Van
Lenthe and Johannes Brug. 2007. "Environmental Correlates of Physical Activity in
Youth–a Review and Update." Obesity reviews 8(2):129-54.
Gee, Gilbert C., Katrina M. Walsemann and Elizabeth Brondolo. 2012. "A Life Course
Perspective on How Racism May Be Related to Health Inequities." American Journal of
Public Health 102(5):967-74. doi: 10.2105/ajph.2012.300666.
George, Linda K. 2014. "Taking Time Seriously: A Call to Action in Mental Health Research."
Journal of Health and Social Behavior 55(3):251-64. doi: 10.1177/0022146514542434.
Geronimus, Arline T. 2013. "Deep Integration: Letting the Epigenome out of the Bottle without
Losing Sight of the Structural Origins of Population Health." American Journal of Public
Health:e1-e8. doi: 10.2105/ajph.2013.301380.
Glymour, M. Maria, CherylR Clark and KristenK Patton. 2014. "Socioeconomic Determinants of
Cardiovascular Disease: Recent Findings and Future Directions." Current Epidemiology
Reports 1(2):89-97. doi: 10.1007/s40471-014-0010-8.
Gruenewald, Tara L, Arun S Karlamangla, Perry Hu, Sharon Stein-Merkin, Carolyn Crandall,
Brandon Koretz and Teresa E Seeman. 2012. "History of Socioeconomic Disadvantage
and Allostatic Load in Later Life." Social Science & Medicine 74(1):75-83.
Hamil-Luker, Jenifer and Angela O'Rand. 2007. "Gender Differences in the Link between
Childhood Socioeconomic Conditions and Heart Attack Risk in Adulthood."
Demography 44(1):137-58.
Högberg, Lovisa, Sven Cnattingius, Cecilia Lundholm, Pär Sparén and Anastasia N Iliadou.
2011. "Intergenerational Social Mobility and the Risk of Hypertension." Journal of
Epidemiology and Community Health.
James, Sherman A. 1994. "John Henryism and the Health of African-Americans." Culture,
Medicine, and Psychiatry 18:163-82.
James, Sherman A., John Van Hoewyk, Robert F. Belli, David S. Strogatz, David R. Williams
and Trevillore E. Raghunathan. 2006. "Life-Course Socioeconomic Position and
Hypertension in African American Men: The Pitt County Study." Am J Public Health
96(5):812-17. doi: 10.2105/ajph.2005.076158.
Kanjilal, Sanjat, Edward W. Gregg, Yiling J. Cheng, Ping Zhang, David E. Nelson, George
Mensah and Gloria L. A. Beckles. 2006. "Socioeconomic Status and Trends in
Disparities in 4 Major Risk Factors for Cardiovascular Disease among Us Adults, 19712002." Arch Intern Med 166(21):2348-55. doi: 10.1001/archinte.166.21.2348.
Kaplan, George A and Julian E Keil. 1993. "Socioeconomic Factors and Cardiovascular Disease:
A Review of the Literature." Circulation 88(4):1973-98.
Karlamangla, Arun S., Burton H. Singer, David R. Williams, Joseph E. Schwartz, Karen A.
Matthews, Catarina I. Kiefe and Teresa E. Seeman. 2005. "Impact of Socioeconomic

Status on Longitudinal Accumulation of Cardiovascular Risk in Young Adults: The
Cardia Study (USA)." Social Science & Medicine 60(5):999-1015.
Kawachi, Ichiro, Nancy E. Adler and William H. Dow. 2010. "Money, Schooling, and Health:
Mechanisms and Causal Evidence." Annals of the New York Academy of Sciences
1186(1):56-68. doi: 10.1111/j.1749-6632.2009.05340.x.
Kuh, D., Y. Ben-Shlomo, J. Lynch, J. Hallqvist and C. Power. 2003. "Life Course
Epidemiology."
J
Epidemiol
Community
Health
57(10):778-83.
doi:
10.1136/jech.57.10.778.
Lean, M E J, T S Han and C E Morrison. 1995. "Waist Circumference as a Measure for
Indicating Need for Weight Management." BMJ 311(6998):158-61. doi:
10.1136/bmj.311.6998.158.
Lemelin, Emily T., Ana V. Diez Roux, Tracy G. Franklin, Mercedes Carnethon, Pamela L.
Lutsey, Hanyu Ni, Ellen O'Meara and Sandi Shrager. 2009. "Life-Course Socioeconomic
Positions and Subclinical Atherosclerosis in the Multi-Ethnic Study of Atherosclerosis."
Social Science & Medicine 68(3):444-51.
Loucks, EB, LM Sullivan, LJ Hayes, RB D'Agostino, MG Larson, RS Vasan, EJ Benjamin and
LF Berkman. 2006. "Association of Educational Level with Inflammatory Markers in the
Framingham Offspring Study." Am J Epidemiol 163(7):622 - 28.
Loucks, Eric B, John W Lynch, Louise Pilote, Rebecca Fuhrer, Nisha D Almeida, Hugues
Richard, Golareh Agha, Joanne M Murabito and Emelia J Benjamin. 2009. "Life-Course
Socioeconomic Position and Incidence of Coronary Heart Disease the Framingham
Offspring Study." American Journal of Epidemiology 169(7):829-36.
Luo, Ye and Linda J. Waite. 2005. "The Impact of Childhood and Adult Ses on Physical, Mental,
and Cognitive Well-Being in Later Life." J Gerontol B Psychol Sci Soc Sci 60(2):S93101.
Melchior, Maria, Terrie E. Moffitt, Barry J. Milne, Richie Poulton and Avshalom Caspi. 2007.
"Why Do Children from Socioeconomically Disadvantaged Families Suffer from Poor
Health When They Research Adulthood? A Life-Course Study." American Journal of
Epidemiology 166(8):966-74. doi: 10.1093/aje/kwm155.
Mishra, GitaDevi, Flaminia Chiesa, Anna Goodman, Bianca De Stavola and Ilona Koupil. 2013.
"Socio-Economic Position over the Life Course and All-Cause, and Circulatory Diseases
Mortality at Age 50–87 years: Results from a Swedish Birth Cohort." European Journal
of Epidemiology 28(2):139-47. doi: 10.1007/s10654-013-9777-z.
Moen, Phyllis and Kelly Chermack. 2005. "Gender Disparities in Health: Strategic Selection,
Careers, and Cycles of Control." The Journals of Gerontology Series B: Psychological
Sciences and Social Sciences 60(Special Issue 2):S99-S108.
Montez, Jennifer, Robert Hummer and Mark Hayward. 2012. "Educational Attainment and Adult
Mortality in the United States: A Systematic Analysis of Functional Form." Demography
49(1):315-36. doi: 10.1007/s13524-011-0082-8.
Murray, Emily T, Gita D Mishra, Diana Kuh, Jack Guralnik, Stephanie Black and Rebecca
Hardy. 2011. "Life Course Models of Socioeconomic Position and Cardiovascular Risk
Factors: 1946 Birth Cohort." Annals of Epidemiology 21(8):589-97.
Pearson, Jay A. 2008. "Can't Buy Me Whiteness." Du Bois Review: Social Science Research on
Race 5(01):27-47. doi: doi:10.1017/S1742058X0808003X.
Pollitt, R A, J S Kaufman, K M Rose, A V Diez-Roux, D Zeng and G Heiss. 2008. "Cumulative
Life Course and Adult Socioeconomic Status and Markers of Inflammation in

Adulthood." Journal of Epidemiology and Community Health 62(6):484-91. doi:
10.1136/jech.2006.054106.
Pollitt, Ricardo A, Kathryn M Rose and Jay S Kaufman. 2005. "Evaluating the Evidence for
Models of Life Course Socioeconomic Factors and Cardiovascular Outcomes: A
Systematic Review." BMC Public Health 5(1):1-13. doi: 10.1186/1471-2458-5-7.
Pudrovska, Tetyana and Benedicta Anikputa. 2014. "Early-Life Socioeconomic Status and
Mortality in Later Life: An Integration of Four Life-Course Mechanisms." The Journals
of Gerontology Series B: Psychological Sciences and Social Sciences:gbt122.
Roberts, Calpurnyia B, David J Couper, Patricia P Chang, Sherman A James, Wayne D
Rosamond and Gerardo Heiss. 2010. "Influence of Life-Course Socioeconomic Position
on Incident Heart Failure in Blacks and Whites the Atherosclerosis Risk in Communities
Study." American Journal of Epidemiology:kwq193.
Ross, CatherineE, RyanK Masters and RobertA Hummer. 2012. "Education and the Gender
Gaps in Health and Mortality." Demography 49(4):1157-83. doi: 10.1007/s13524-0120130-z.
Rosvall, Maria, Basile Chaix, John Lynch, Martin Lindström and Juan Merlo. 2006. "Similar
Support for Three Different Life Course Socioeconomic Models on Predicting Premature
Cardiovascular Mortality and All-Cause Mortality." BMC Public Health 6(1):203.
Sharma, Sameer, Ann M Malarcher, Wayne H Giles and Gary Myers. 2004. "Racial, Ethnic and
Socioeconomic Disparities in the Clustering of Cardiovascular Disease Risk Factors ".
Ethnicity & disease 14(1):43-48.
Soteriades, Elpidoforos S. and Joseph R. DiFranza. 2003. "Parent’s Socioeconomic Status,
Adolescents’ Disposable Income, and Adolescents’ Smoking Status in Massachusetts."
American Journal of Public Health 93(7):1155-60. doi: 10.2105/ajph.93.7.1155.
Stringhini, Silvia, G. David Batty, Pascal Bovet, Martin J. Shipley, Michael G. Marmot, Meena
Kumari, Adam G. Tabak and Mika Kivimaki. 2013. "Association of Lifecourse
Socioeconomic Status with Chronic Inflammation and Type 2 Diabetes Risk: The
Whitehall Ii Prospective Cohort Study." PLoS ONE 10(7):e1001479. doi:
doi:10.1371/journal.pmed.1001479.
Taylor, Miles G. 2008. "Timing, Accumulation, and the Black/White Disability Gap in Later
Life." Research on Aging 30(2):226-50. doi: 10.1177/0164027507311838.
Thurston, Rebecca C, Samar R El Khoudary, Carol A Derby, Emma Barinas-Mitchell, Tené T
Lewis, Candace K McClure and Karen A Matthews. 2014. "Low Socioeconomic Status
over 12 Years and Subclinical Cardiovascular Disease the Study of Women’s Health
across the Nation." Stroke 45(4):954-60.
Umberson, Debra, Kristi Williams, Patricia A. Thomas, Hui Liu and Mieke Beth Thomeer. 2014.
"Race, Gender, and Chains of Disadvantage: Childhood Adversity, Social Relationships,
and Health." Journal of Health and Social Behavior 55(1):20-38. doi:
10.1177/0022146514521426.
Walsemann, Katrina M., Arline T Geronimus and Gilbert C. Gee. 2008. "Accumulating
Disadvantage over the Life Course: Evidence from a Longitudinal Study Investigating
the Relationship between Educational Advantage in Youth and Health in Middle-Age."
Research on Aging 30(2):169-99.
Walsemann, Katrina M., Jennifer A. Ailshire, Bethany A. Bell and Edward A. Frongillo. 2012.
"Body Mass Index Trajectories from Adolescence to Midlife: Differential Effects of

Parental and Respondent Education by Race/Ethnicity and Gender." Ethnicity & Health
17(4):337-62. doi: 10.1080/13557858.2011.635374.
Walsemann, Katrina M., Gilbert C. Gee and Annie Ro. 2013. "Educational Attainment in the
Context of Social Inequality: New Directions for Research on Education and Health."
American Behavioral Scientist 57(8):1082-104. doi: 10.1177/0002764213487346.
Wardle, Jane, Naomi Henning Brodersen, Tim J. Cole, Martin J. Jarvis and David R. Boniface.
2006. "Development of Adiposity in Adolescence: Five Year Longitudinal Study of an
Ethnically and Socioeconomically Diverse Sample of Young People in Britain." BMJ
332(7550):1130-35. doi: 10.1136/bmj.38807.594792.AE.
Weber, Lynn. 2010. Understanding Race, Class, Gender, and Sexuality. New York: Oxford
University Press.
Williams, David R., Selina A. Mohammed, Jacinta Leavell and Chiquita Collins. 2010. "Race,
Socioeconomic Status, and Health: Complexities, Ongoing Challenges, and Research
Opportunities." Annals of the New York Academy of Sciences 1186(1):69-101. doi:
10.1111/j.1749-6632.2009.05339.x.

