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By Eric N. Reither, S. Jay Olshansky, and Yang Yang

New Forecasting Methodology
Indicates More Disease And Earlier
Mortality Ahead For Today’s
Younger Americans

ABSTRACT Traditional methods of projecting population health statistics,
such as estimating future death rates, can give inaccurate results and lead
to inferior or even poor policy decisions. A new “three-dimensional”
method of forecasting vital health statistics is more accurate because it
takes into account the delayed effects of the health risks being
accumulated by today’s younger generations. Applying this forecasting
technique to the US obesity epidemic suggests that future death rates and
health care expenditures could be far worse than currently anticipated.
We suggest that public policy makers adopt this more robust forecasting
tool and redouble efforts to develop and implement effective obesity-
related prevention programs and interventions.

M
ost Americans enjoy better
health today than at any other
time in our nation’s history,1

despite the persistent burden
of cardiovascular disease and

cancer. Fueling recent improvements in the
health status of adults are notable declines in
death rates from the top three causes of death:
heart disease, cancer, and stroke.2–4 Although
this is exceedingly good news, many researchers
havemade a potentially serious error in extrapo-
lating this trend forward in time, thereby arriv-
ing at the conclusion that the nation’s healthwill
continue to improve and that life expectancy
gains will persist unabated.5–8

Theunderlying assumption that the futurewill
be like thepast is alwaysproblematic. Commonly
usedmetrics of populationhealth, suchas trends
in period life expectancy, can lead to misguided
health forecasts. They fail to account for the time
lag between behavioral risk factors now present
among groups of younger people and those risk
factors’ likely influence on the health status of
these cohorts as they age.
Put differently, death rates observed today

provide an accurate reflection of the lifetime of
risk factors—both behavioral and epigenetic—

accumulated by the recently deceased. Epi-
genetic risk factors are acquired but inheritable
nongenetic changes that alter the expression of
genes and can thus trigger disease processes in
subsequent generations (for example, exposure
to tobacco smoke by young people in the twen-
tieth century could trigger disease in their off-
spring in the twenty-first century).
But death rates provide only a limited, “two-

dimensional” vision of the future by failing to
take into account the potentially different risk
factors accumulated by people who are still alive.
Amore accurate gauge of the future of health and
longevity requires a “three-dimensional” view—

that is, a vision that accounts for the time lag
(latency period) between the accumulation of
risk factors and their eventual manifestation in
health outcomes, such as cardiovascular disease
or premature mortality.
To illustrate and reinforce this point, we com-

pare how accurately two-dimensional and three-
dimensional forecasting methods would have
predicted the US cardiovascular disease mortal-
ity rates actually observed in2000and2007.Our
results—along with a number of recent studies—
suggest that some subgroups within the United
States, and by implication, other developed
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nations, are headed toward worsening health
and a shorter lifespan at a time when tradition-
ally reported national vital statistics indicate
otherwise. We conclude that traditional, two-
dimensional health indicators must be supple-
mentedwith three-dimensionalmethods of fore-
casting health and longevity, so that policy
makers can take targeted actions to improve
the health and well-being of the population.

Two-Dimensional Forecasting
Two-dimensional forecasts are derived from age-
specific health statistics, such as life expectancy
at birth. The data are then plotted over various
periods of observation. These sequential plots
are often extended into the future via sta-
tistical methods, the most popular of which is
linear extrapolation.
The implicit assumption underlying current

two-dimensional forecasting is that younger
generations will experience better health and
lower mortality than their predecessors as they
age. It is further assumed that past improve-
ments in health and longevity, already experi-
enced by older cohorts and expressed in national
vital statistics, will continue at an identical or
accelerated pace for younger cohorts for the re-
mainder of their lives. This approach is appeal-
ing to many because it simplifies computations
and leads to some pleasantly optimistic conclu-
sions about future longevity prospects.
However, history has proved that two-dimen-

sional forecasts can be inaccurate, sometimes
with dire consequences for policy. For example,
many company pension plans have become
strained or bankrupt because they failed to ac-
count for declines in smoking and improve-
ments in lifestyles andmedical technologies that
led to greater-than-expected longevity among
employees covered in the plans.9 These trends
werenot captured in forecasts thatwerebasedon
past trends in health and mortality among the
recently deceased. Similarly, inaccurate assump-
tions about future life expectancy have contrib-
uted to a one-trillion-dollar gap in state pension
funds between resources promised and those
that states need to cover retiree benefits.10

More recently, the Social Security Admin-
istration used past trends to predict that mortal-
ity rates fromdiabetes will decline steadily in the
coming decades,11 despite the increasing preva-
lence of diabetes and obesity among adults and
children. Also, recent studies based on a series of
national health surveys12 and a group of older
Americans13,14 have concluded that theUSobesity
epidemic is not sufficient to reverse long-term
trends in rising life expectancy. If such predic-
tions are used as the basis for public policy, they

could undermine efforts to prevent childhood
and adult-onset obesity and its escalating nega-
tive effects on health and longevity.
If environmental and health conditions were

always improving or declining on a steady and
predictable course, the underlying assumption
of constant change in two-dimensional forecasts
would be plausible. However, as declines in
smoking and the adult and childhood obesity
epidemics alreadydocumented in thepopulation
demonstrate, health conditions among genera-
tions can change quite rapidly and dramatically,
and sometimes for the worse.

Three-Dimensional Forecasting:
An Example
As noted, the two-dimensional perspective can
account for variation in health status across age
groups and periods of observation. The three-
dimensional perspective incorporates these fac-
tors, but it also accounts for variation in health
status across groups of people born during a
particular period or year. As we will show, this
is a crucial difference when considering the fu-
ture health implications of the US obesity
epidemic.
In one analysis that adopted a three-dimen-

sional perspective by accounting for the latent
health effects of the US obesity epidemic, the
current life-shortening effect of adult obesity
was shown to be about three-quarters of a year—
an amount larger than from all sources of acci-
dental death combined. But the life-shortening
effect of obesity could increase to two to five
years, perhaps more, once the cohort effects of
childhood obesity on subsequently observed
adult mortality are taken into account.15

Although that study accounted for the third di-
mension, it was criticized by scholars who ar-
gued that the obesity epidemic is unlikely to
counter the complex array of medical, social,
and behavioral factors that have resulted in re-
cent improvements in US life expectancy.16,17

Nevertheless, a number of recent studies show
that theUS obesity epidemic, which began in the
early 1980s,18,19 could erode hard-won gains in
health and longevity and is already doing so. For
instance, data from the National Health and Nu-
trition Examination Surveys show that cardio-
vascular risk-profiles have worsened since the
late 1980s as the result of unfavorable trends
in type 2 diabetes, blood pressure, and body
mass index.20 Autopsy findings for people ages
16–64 who died of external causes show that
declines in the severity of coronary heart disease
among younger people ended in the mid-1990s
and may have reversed after 2000.21,22

Consistent with this evidence, trends in coro-
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nary heart disease mortality between 1980 and
2002 showed substantial improvement among
Americans age fifty-five or older, but much less
improvement amongAmericans ages 35–54.23 In
fact, the most recent period of observation
(2000–02) showed a decline of only 0.5 percent
in coronary heart diseasemortality among youn-
ger adult males and an increase of 1.5 percent
among females in this age range.
An analysis of nearly one million participants

in fifty-seven prospective studies in North
America and Western Europe has shown that
elevated body mass index increases the risk of
premature mortality.24 This study found that the
optimal body mass index is 22.5–25.0 and that
median survivalwas two to four years less among
participants with an index of 30–35 and eight to
ten years less among those with an index of 40–
45. Similarly, an analysis of 1.46 million white
participants in nineteen prospective studies
from the National Cancer Institute Cohort Con-
sortium has shown that overweight and obesity
are associated with mortality from all causes.25

In accordwith findings from these prospective
studies, statistically significant declines in life
expectancy occurred between 1983 and 1999
for a substantial number of US counties.26 These
declines were most pronounced among females
who lived in disadvantaged counties in the
Southeast—precisely where the obesity epidemic
has struck the hardest. In the period of observa-
tion just before the onset of the obesity epidemic
(1961–83), no significant declines in life expect-
ancy at birth were observed in any US county.
The authors attribute worsening life expectancy
in these counties to chronic diseases related to
smoking, hypertension, and obesity—risk fac-
tors that tend to be concentrated in those areas.
Studies published within the past two years

have shown that recent cohortsof youngerAmer-
icans (born since 1960) are at increased risk of
obesity, compared to cohorts born prior to
1960.19,27,28 For instance, Joyce Lee and col-
leagues used data from the National Health
andNutrition Examination Surveys to show that
although at least 20 percent of Americans born
after 1965were obese by ages 20–29, this thresh-
old was not reached until ages 30–39 for Amer-
icans born between 1946 and 1965, until ages
40–49 for Americans born between 1936 and
1945, and until ages 50–59 for Americans born
between 1926 and 1935.28

Using data from twenty-sevenNational Health
Interview Surveys, Eric Reither and colleagues
found that the predicted probability of obesity at
age twenty-five increased by 30 percent for co-
horts born between 1955 and 1975.19 These stud-
ies indicate that recent cohorts of Americans are
heavier than their predecessors andhavebecome

obese earlier in life. This implies that an increas-
ing share of young Americans are about to carry
excess weight—and the elevated morbidity and
mortality risks associated with it—for a larger
proportion of their lives.
Although these trends were observed in the

general US population, they were consistently
stronger among blacks, particularly black fe-
males.19,27,28 John Komlos and colleagues found
that body mass index increased by 5.6 units
among black females ages 2–19 between 1941
and 2004, compared to just 1.5 units among
white females.27 This finding was reinforced by
evidence demonstrating that the predicted prob-
ability of obesity for a twenty-five-year-old black
female from the 1980–84 birth cohortwas 0.27—
more than twice the probability for a white fe-
male from the same cohort.19

Substantial racial/ethnic disparities in obesity
have been documented elsewhere.29 This emerg-
ing body of three-dimensional research goes fur-
ther by suggesting that the observed disparities
are deeply rooted in the past and therefore likely
to persist into the future.

Three-Dimensional Mortality
Projection: A Demonstration
Here we provide a concrete illustration of the
greater utility of three-dimensional projections
that account for the latent effects of the health
status of younger cohorts. This example uses
data from the decades before 2000 to predict
mortality at two points in the following decade,
for which actual data are already available.
Study Data And Methods Using observed

age-specific death rates from coronary heart dis-
ease among males published by the National
Center for Health Statistics during 1960–99,
we first projected mortality forward to 2002
and 2007 with the commonly used two-
dimensional approach of linear extrapolation.
Next, using an established method for three-
dimensional projection,30 we drew on age-
period-cohort model coefficients for coronary
heart disease mortality reported by a recent in-
vestigation of cause-specific mortality trends in
the United States.31 We projected the period and
cohort effect estimates forward to two points in
time (2002 and 2007) and for two birth cohorts
(males born in 1980 and 1985), respectively.
A well-known model-identification problem

arises with the conventional age-period-cohort
model. Because the three variables are math-
ematically related to each other (period equals
age plus cohort), their separate effects cannot be
identified without additional constraints. And
different constraints producedifferent estimates
of these effects.
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But the model-based projection is not subject
to this problem because it does not concern indi-
vidual effects—only fitted/predicted values from
the model combining all these effects, which are
invariant to the choiceof identifying constraints.
In other words, even though various ways of
addressing the identification problem yield dif-
ferent coefficient estimates (for example, the ef-
fect that belonging to a particular age group or
birth cohort has on thedeath rate), they all result
in equivalent projections. Finally, with these
additional estimates, we obtained predicted
coronary heart disease mortality rates for the
corresponding time periods and birth cohorts,
which we subsequently compared to the ob-
served rates and linearly extrapolated rates of
coronary heart disease mortality for males in
2002 and 2007.
Given that obesity increased for US cohorts

born after 1950,19,27 and that coronary heart dis-
ease risk profiles and health outcomes have re-
cently worsened for younger Americans,20–23 we
hypothesized that two-dimensional projections
would systematically underestimate observed
coronary heart disease mortality rates for males
age fifty and younger.We also hypothesized that
because the three-dimensional approach takes
into account the additional source of variation
in mortality rates attributed to birth cohort, it
would be less susceptible to errors in prediction.
Results The results confirm that the two-

dimensional projection method underestimated
observed rates of coronary heart disease mortal-
ity among US males for cohorts born after 1950.
As shown in Exhibits 1 and 2, the decline in
observed coronary heart disease mortality
slowed among men ages 45–49 and reversed

among men ages 25–29 after 2000. However,
the decline in predicted coronary heart disease
mortality from linear extrapolation modeling
showed no such abatement. By contrast, three-
dimensional projections more closely approxi-
mated observed mortality.

Discussion
The future of health and longevity will be driven
by the accumulated life experiences of people
nowalive, not by thepast life, health, andmortal-
ity experiences of the recently deceased. Using
the childhood and adolescent obesity epidemic
in the United States as an example, it is sug-
gested here that the future health and longevity
of an entire generation of young Americans may
be in jeopardy. Themagnitude and severity of the
problem is as yet unknown. Public health inter-
ventions now being developed could attenuate
someor all of the concern,32 or theproblemcould
grow worse, as suggested by a recent exercise in
network modeling.33

Although we provide one illustration of a
three-dimensional method, the key point here
is not to indicate how three-dimensional metrics
should be constructed, but rather to suggest that
they routinely be used for policy making pur-
poses. As our example illustrates, they reveal a
more reliable picture of the future of health and
longevity based on the observed health status of
younger cohorts alive today.
Wehave shown that a reversal inUS life expect-

ancy rates is a distinct possibility in the long
term, and a high probability in the short term
for subgroups of the populationmost affected by
obesity. Indeed, period life expectancy has al-
ready begun to decline in some US counties,26

highlighting the need for disaggregated analyses
capable of detecting deviations from overall na-
tional trends in subsets of the population.
Some may disagree with our assessment by

asserting that advances in pharmacological
and other interventions, which have improved
cardiovascular risk profiles and mortality rates
in the past,34,35 are likely to keep pace with future
health challenges posed by the latent effects of
obesity acquired by younger cohorts in recent
decades. Recent studies cast doubt on this ar-
gument.20,26

Implications For Morbidity Projections It
is important not to lose sight of the fact that
despite thedifferenceof opiniononhow thehigh
prevalence of obesity and other adverse health
conditions among US children today will affect
longevity, scientists generally agree that these
liabilities will increase the burden of various
chronic diseases that children will face in the
future.36,37 That fact alone should engender quick

Exhibit 1

Two- Versus Three-Dimensional Projections For Coronary Heart Disease Mortality Among US
Males Ages 45–49, 1962–2007

Observed mortality rates
Predicted using two-dimensional approach (linear projection)
Predicted using three-dimensional approach (age-period-cohort projection)

SOURCE Authors’ analysis.
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action in the public health arena.
By way of example, research has shown that

obese childrenandadolescents aresusceptible to
metabolic syndrome—a cluster of risk factors
such as hypertension, insulin resistance, and
lipid disorders that predict the development of
diabetes and cardiovascular disease.38–40 Excess
weight gain in childhood and adolescence is also
strongly related to the presence of these risk
factors in young adulthood.41

Furthermore, the degree and duration of
obesity influence the latency period for type 2
diabetes.42–44 This suggests that younger US co-
hortswill developdiabetes at earlier ages relative
to previous generations. Acquiring type 2 diabe-
tes earlier in life accelerates subsequent negative
health outcomes, including end-stage renal dis-
ease.45 Particularly disturbing are the indications
of damage to the heart and blood vessels that
have been observed in obese children.46–48

Two-dimensional projections are likely to
underestimate the future prevalence and severity
of morbidity because they do not account for the
fact that recent cohorts are, as a rule, becoming
obese at earlier ages than their predecessors.
This point was alluded to recently by Rob van
Dam and Walter Willett, who note that although
recent trends in cardiovascular disease are dis-
turbing, they “do not yet reflect the effects of the
current epidemic of childhood obesity, which
causes an early onset of type 2 diabetes, hyper-
tension, and dyslipidemia.”49 The authors pro-
ceed toargue that obese childrenwithearly onset
diabetes will, by midlife, accumulate “several
decades of exposure thatwill greatly elevate risks
of not just coronary heart disease and stroke but
also microvascular [small blood vessel] compli-
cations that can eventually lead to amputations,
blindness, and kidney failure.”49

Because this three-dimensional perspective
anticipates substantial increases in morbidity
and related health care expenditures, it suggests
that the appropriate public policy response is to
redouble efforts to develop and implement effec-
tive obesity prevention programs and other tar-
geted interventions.
Intergenerational Processes Concerns

about latent effects of harmful conditions ac-
quired early in life are amplified by accumulating
evidence that obesity risks may be determined
before birth. This may occur through fetal pro-
gramming (developmental changes in a fetus
during gestation caused by environmental con-
ditions of themother that lead to harmful health
effects for the child later in life)50 and by trans-
generational epigenetic inheritance (the inher-
itance of acquired factors from one’s forebears
that alter genetic expression).51–53

For example, fetal overnutrition has been

shown to permanently increase appetite and
shift preferences toward junk food among off-
spring,50 increasing the risk of obesity. Both hu-
man and animal studies indicate that maternal
and paternal health behaviors—such as diet and
smoking—affect the probability of obesity and
related conditions among offspring through
metabolic programming. In other words, a
child’s metabolism and risk for certain diseases
later in life can be “programmed” by conditions
that existed during gestation.54–56

Onceobesity actually develops, itmaybe trans-
ferred across generations through epigenetic
inheritance.51 The implications of this body of
science are profound: the high prevalence of
obesity observed among younger people today
is likely to be transmitted to future generations—
regardless of the health behaviors of children yet
to be born. The detrimental health effects of epi-
genetic inheritance arenot accounted for by two-
dimensional forecasting models.
Suggestions For Policy Makers There are

important public policy implications associated
with continuing to rely exclusively on two-
dimensional metrics. The US obesity epidemic
provides a perfect illustration of this point.
Whereas national vital statistics and analyses
of older cohorts suggest that the rise of obesity
does not represent a major health hazard for the
US population, three-dimensional models and
health assessments of younger cohorts strongly
suggest otherwise.
Public policy makers need to be aware of the

fact that currently reported statistics on the
health and well-being of the population are
based on vital statistics data drawn from the ages
of individuals and the period in which their

Exhibit 2

Two- Versus Three-Dimensional Projections For Coronary Heart Disease Mortality Among US
Males Ages 25–29, 1962–2007

Observed mortality rates
Predicted using two-dimensional approach (linear projection)
Predicted using three-dimensional approach (age-period-cohort projection)

SOURCE Authors’ analysis.
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health (or mortality) is observed. These mea-
sures are easy to calculate and invaluable for
comparing health statistics across nations or fol-
lowing trends from the past to the present. How-
ever, they overlook the third dimension of time
(or what we refer to here as cohort effects). To
reiterate, forecasts of health and longevity must
take into account all three dimensions of time—
age, period, and birth cohort—to generate ap-
propriately targeted public policies to improve
the health and well-being of the population.
Because the three-dimensional perspective

warns of potential declines in US children’s
health and longevity, it provides strong support
for policies and programs that attempt to reverse
trends in childhood obesity and that are consis-
tent with existing legislation and initiatives. The
Affordable Care Act of 2010 tackles childhood
obesity through several provisions, including
the Childhood Obesity Demonstration Project.57

Similarly, First Lady Michelle Obama’s “Let’s
Move” campaign, and childhood obesity re-
search and intervention initiatives supported
by private and public agencies (such as the Rob-
ert Wood Johnson Foundation and the Depart-
ment of Agriculture), promise to yield tremen-
dous health benefits for the population by
reducing the burden of obesity in the coming
decades.

Conclusions
The future of health and longevity will be deter-
mined by the behaviors and characteristics of
people alive now—not by the attributes of the
recently deceased, who were born and lived
under different circumstances. Our examination
of the US obesity epidemic suggests that pro-
jected trends in national vital statistics may be
misleading because they fail to account for re-
cently observed declines in the health and mor-
tality prospects of younger generations. On the
other hand, declines in smoking and improved
health status among certain subsets of the pop-
ulation could yield, for them, improved health
andmore accelerated increases in longevity than
currently anticipated.
Unfortunately, possible changes in future

health and longevity of this magnitude and im-
portance—both positive and negative—cannot
be foreseen using the two-dimensional metrics
currently used to report on our nation’s health.
We suggest that traditionally reported national
vital statistics be supplemented with three-
dimensional models that, by focusing on living
rather than extinguishing cohorts, more reliably
predict the future of health and longevity. ▪

The authors thank the Utah Agricultural
Experiment Station at Utah State
University, the MacArthur Research
Network on an Aging Society, and the

University Cancer Research Fund at the
Lineberger Comprehensive Cancer
Center (awarded to Yang Yang). The
content of the article is the sole

responsibility of the authors. [Published
online June 23, 2011.]

NOTES

1 Isaacs SL, Schroeder SA. Class—the
ignored determinant of the nation’s
health. N Engl J Med. 2004;351(11):
1137–42.

2 Jemal A, Thun MJ, Ries LAG,
Howe HL, Weir HK, Center MM,
et al. Annual report to the nation on
the status of cancer, 1975–2005,
featuring trends in lung cancer, to-
bacco use, and tobacco control. J
Natl Cancer Inst. 2008;100(23):
1672–94.

3 National Center for Health Statistics.
Health, United States, 2009: with
special feature on medical technol-
ogy. Hyattsville (MD): NCHS; 2010.

4 Ergin A, Muntner P, Sherwin R,
He J. Secular trends in cardiovascu-
lar disease mortality, incidence, and
case fatality rates in adults in the
United States. Am J Med. 2004;
117(4):219–27.

5 Lee RD, Carter LR. Modeling and
forecasting US mortality. J Am
Statist Assoc. 1992;87(419):659–71.

6 Oeppen J, Vaupel JW. Broken limits
to life expectancy. Science. 2002;
296(5570):1029–31.

7 Tuljapurkar S, Li N, Boe C. A uni-
versal pattern of mortality decline in
the G7 countries. Nature. 2000;
405(6788):789–92.

8 White KM. Longevity advances in
high-income countries, 1955–96.
Population and Development Re-
view. 2002;28(1):59–76.

9 Olshansky SJ, Carnes BA,
Mandell MS. Future trends in hu-
man longevity: implications for in-
vestments, pensions, and the global
economy. Pensions Int J. 2009;
14(3):149–63.

10 Pew Center on the States. The trillion
dollar gap: underfunded state re-
tirement systems and the roads to
reform. Washington (DC): Pew
Charitable Trusts; 2010.

11 Bell FC, Miller ML. Life tables for the
United States Social Security area
1900–2100: actuarial study no. 116.
Baltimore (MD): Social Security
Administration; 2002.

12 Stewart ST, Cutler DM, Rosen AB.
Forecasting the effects of obesity and
smoking on US life expectancy.
N Engl J Med. 2009;361(23):

2252–60.
13 Mehta NK, Chang VW. Mortality

attributable to obesity among
middle-aged adults in the United
States. Demography. 2009;46(4):
851–72.

14 Monteverde M, Noronha K,
Palloni A, Novak B. Obesity and ex-
cess mortality among the elderly in
the United States and Mexico.
Demography. 2010;47(1):79–96.

15 Olshansky SJ, Passaro DJ, Hershow
RC, Layden J, Carnes BA, Brody J,
et al. A potential decline in life
expectancy in the United States in
the 21st century. N Engl J Med.
2005;352(11):1138–45.

16 Preston SH. Deadweight?—the in-
fluence of obesity on longevity. N
Engl J Med. 2005;352(11):1135–7.

17 Lalasz R. Will rising childhood
obesity decrease US life expectancy?
Washington (DC): Population
Reference Bureau; 2005 [cited 2010
Jul 13]; Available from: http://www
.prb.org/articles/2005/willrising
childhoodobesitydecreaseuslife
expectancy.aspx

Web First

6 Health Affairs August 2011 30:8

by guest
 on June 28, 2011Health Affairs by content.healthaffairs.orgDownloaded from 

http://content.healthaffairs.org/


18 Flegal KM, Carroll MD, Kuczmarski
RJ, Johnson CL. Overweight and
obesity in the United States: preva-
lence and trends, 1960–1994. Int J
Obes Relat Metab Disord. 1998;
22(1):39–47.

19 Reither EN, Hauser RM, Yang Y. Do
birth cohorts matter? Age-period-
cohort analyses of the obesity epi-
demic in the United States. Soc Sci
Med. 2009;69(10):1439–48.

20 Ford ES, Li C, Zhao G, Pearson WS,
Capewell S. Trends in the prevalence
of low risk factor burden for car-
diovascular disease among United
States adults. Circulation. 2009;
120(13):1181–8.

21 Nemetz PN, Roger VL, Ransom JE,
Bailey KR, Edwards WD, Leibson CL.
Recent trends in the prevalence of
coronary disease: a population-
based autopsy study of nonnatural
deaths. Arch Intern Med. 2008;
168(3):264–70.

22 Olshansky SJ, Persky V. The canary
in the coal mine of coronary artery
disease. Arch Intern Med. 2008;
168(3):261.

23 Ford ES, Capewell S. Coronary heart
disease mortality among young
adults in the US from 1980 through
2002: concealed leveling of mortality
rates. J Am Coll Cardiol. 2007;
50(22):2128–32.

24 Prospective Studies Collaboration,
Whitlock G, Lewington S,
Sherlikrt P, Clarke R, Emberson J,
et al. Body-mass index and cause-
specific mortality in 900,000 adults:
collaborative analyses of 57 pro-
spective studies. Lancet. 2009;
373(9669):1083–96.

25 Berrington de Gonzalez A, Hartge P,
Cerhan JR, Flint AJ, Hannan L,
MacInnis RJ, et al. Body-mass index
and mortality among 1.46 million
white adults. N Engl J Med. 2010;
363(23):2211–9.

26 Ezzati M, Friedman AB,
Kulkarni SC, Murray CJL. The re-
versal of fortunes: trends in county
mortality and cross-county mortality
disparities in the United States. PLoS
Med. 2008;5(4):e66.

27 Komlos J, Breitfelder A, Sunder M.
The transition to post-industrial BMI
values among US children. Am J
Hum Biol. 2009;21(2):151–60.

28 Lee JM, Pilli S, Gebremariam A,
Keirns CC, Davis MM, Vijan S, et al.
Getting heavier, younger: trajecto-
ries of obesity over the life course.
Int J Obes. 2009;34:614–23.

29 Ogden CL, Carroll MD, Curtin LR,
McDowell MA, Tabak CJ, Flegal KM.
Prevalence of overweight and obesity
in the United States, 1999–2004.
JAMA. 2006;295(13):1549–55.

30 Osmond C. Using age, period, and
cohort models to estimate future
mortality rates. Int J Epidemiol.
1985;14(1):124–9.

31 Yang Y. Trends in US adult chronic
disease mortality, 1960–1999: age,
period, and cohort variations.

Demography. 2008;45(2):387–416.
32 Olshansky SJ, Goldman DP, Zheng

Y, Rowe JW. Aging in America in the
twenty-first century: demographic
forecasts from the MacArthur
Foundation Research Network on an
Aging Society. Milbank Q. 2009;
87(4):842–62.

33 Hill AL, Rand DG, Nowak MA,
Christakis NA. Infectious disease
modeling of social contagion in
networks. PLoS Comput Biol. 2010;
6(11):e1000968.

34 Gregg EW, Cheng YJ, Cadwell BL,
Imperatore G, Williams DE,
Flegal KM, et al. Secular trends in
cardiovascular disease risk factors
according to body mass index in US
adults. JAMA. 2005;293(15):
1868–74.

35 Ford ES, Ajani UA, Croft JB,
Critchley JA, Labarthe DR,
Kottke TE, et al. Explaining the de-
crease in US deaths from coronary
disease, 1980–2000. N Eng J Med.
2007;356(23):2388–98.

36 Blackwell DL, Hayward MD,
Crimmins EM. Does childhood
health affect chronic morbidity in
later life? Soc Sci Med. 2001;52(8):
1269–84.

37 Crimmins EM, Beltrán-Sánchez H.
Mortality and morbidity trends: is
there compression of morbidity?
J Gerontol B Psychol Sci Soc Sci.
2011;66B(1):75–86.

38 Goodman E, Dolan LM, Morrison
JA, Daniels SR. Factor analysis of
clustered cardiovascular risks in
adolescence: obesity is the pre-
dominant correlate of risk among
youth. Circulation. 2005;111(15):
1970–7.

39 Sinha R, Fisch G, Teague B,
Tamborlane WV, Banyas B, Allen K,
et al. Prevalence of impaired glucose
tolerance among children and ado-
lescents with marked obesity. N Engl
J Med. 2002;346(11):802–10.

40 Velasquez-Mieyer P, Neira CP,
Nieto R, Cowan PA. Obesity and
cardiometabolic syndrome in chil-
dren. Ther Adv Cardiovasc Dis.
2007;1(1):61–81.

41 Sinaiko AR, Donahue RP, Jacobs DR
Jr., Prineas RJ. Relation of weight
and rate of increase in weight during
childhood and adolescence to body
size, blood pressure, fasting insulin,
and lipids in young adults: The
Minneapolis Children’s Blood Pres-
sure Study. Circulation. 1999;99(11):
1471–6.

42 Brancati FL, Wang N-Y, Mead LA,
Liang K-Y, Klag MJ. Body weight
patterns from 20 to 49 years of age
and subsequent risk for diabetes
mellitus: the Johns Hopkins Pre-
cursors Study. Arch Intern Med.
1999;159(9):957–63.

43 Everhart JE, Pettitt DJ, Bennett PH,
Knowler WC. Duration of obesity
increases the incidence of NIDDM.
Diabetes. 1992;41(2):235–40.

44 Hillier TA, Pedula KL. Characteris-

tics of an adult population with
newly diagnosed type 2 diabetes.
Diabetes Care. 2001;24(9):1522–7.

45 Lee JM. Why young adults hold the
key to assessing the obesity epidemic
in children. Arch Pediatr Adolesc
Med. 2008;162(7):682–7.

46 Im J-A, Lee J-W, Shim J-Y, Lee H-R,
Lee D-C. Association between bra-
chial-ankle pulse wave velocity and
cardiovascular risk factors in healthy
adolescents. J Pediatr. 2007;150(3):
247–51.

47 Pena AS, Wiltshire E, MacKenzie K,
Gent R, Piotto L, Hirte C, et al.
Vascular endothelial and smooth
muscle function relates to body mass
index and glucose in obese and
nonobese children. J Clin Endocri-
nol Metab. 2006;91(11):4467–71.

48 Woo KS, Chook P,Yu CW, Sung RYT,
Qiao M, Leung SS, et al. Overweight
in children is associated with arterial
endothelial dysfunction and intima-
media thickening. Int J Obes Relat
Metab Disord. 2004;28(7):852–7.

49 Van Dam RM, Willett WC. Unmet
potential for cardiovascular disease
prevention in the United States.
Circulation. 2009;120(13):1171–3.

50 Muhlhausler BS, Adam CL,
McMillen IC. Maternal nutrition and
the programming of obesity: the
brain. Organogenesis. 2008;4(3):
144–52.

51 Skinner MK, Manikkam M,
Guerrero-Bosagna C. Epigenetic
transgenerational actions of envi-
ronmental factors in disease etiol-
ogy. Trends Endocrinol Metab.
2010;21(4):214–22.

52 Kaati G, Bygren LO, Pembrey M,
Sjostrom M. Transgenerational re-
sponse to nutrition, early life cir-
cumstances, and longevity. Eur J
Hum Genet. 2007;15(7):784–90.

53 Godfrey KM, Lillycrop KA,
Burdge GC, Gluckman PD,
HansonMA. Epigenetic mechanisms
and the mismatch concept of the
developmental origins of health
and disease. Pediatr Res. 2007;
61(5 Pt 2):5R–10R.

54 Whitelaw E. Epigenetics: sins of the
fathers, and their fathers. Eur J Hum
Genet. 2006;14(2):131–2.

55 Ng S-F, Lin RCY, Laybutt DR,
Barres R, Owens JA, et al. Chronic
high-fat diet in fathers programs
[bgr]-cell dysfunction in female rat
offspring. Nature. 2010;467(7318):
963–6.

56 Godfrey KM, Sheppard A,
Gluckman PD, Lillycrop KA,
Burdge GC, McLean C, et al. Epige-
netic gene promoter methylation at
birth is associated with child’s later
adiposity. Diabetes. 2011 Apr [Epub
ahead of print].

57 Whelan E-M, Russell L, Sekhar S.
Confronting America’s childhood
obesity epidemic: how the health
care reform law will help prevent and
reduce obesity. Washington (DC):
Center for American Progress; 2010.

August 2011 30:8 Health Affairs 7

by guest
 on June 28, 2011Health Affairs by content.healthaffairs.orgDownloaded from 

http://content.healthaffairs.org/


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (Adobe RGB \0501998\051)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.3
  /CompressObjects /Off
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJDFFile false
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /ColorConversionStrategy /UseDeviceIndependentColor
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /SyntheticBoldness 1.00
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams true
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveEPSInfo true
  /PreserveHalftoneInfo true
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts false
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /DownsampleColorImages false
  /ColorImageDownsampleType /Average
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageDownsampleThreshold 1.10000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.25
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.25
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /DownsampleGrayImages false
  /GrayImageDownsampleType /Average
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageDownsampleThreshold 1.10000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.25
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.25
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /DownsampleMonoImages false
  /MonoImageDownsampleType /Average
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.10000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputCondition ()
  /PDFXRegistryName (http://www.color.org)
  /PDFXTrapped /Unknown

  /Description <<
    /ENU <>
  >>
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [864.000 1296.000]
>> setpagedevice


