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Di f f e r e n c e s  in  t h e  h e a l t h  s t a t u s  of  b l a c k s

and whites have been documented in the United States as 
long as health data have been collected. These differences 

have persisted despite large increases in life expectancy and improvements 
in the health status o f the general population. Although some indicators 
of health differentials have declined, others persist and several have 
increased. Sources o f these health differentials have been linked to (1) 
differences in lifestyle and risk-fector exposures (e.g., alcohol, smoking, 
and nutrition); (2) health consequences o f low socioeconomic status 
(e.g., economic barriers to access to health services and a lack o f 
health insurance due to chronic unemployment); (3) poorer knowledge 
of health practices; (4) more hazardous occupations and environmental 
exposures (e.g., exposure o f children to lead); and (5) genetic factors 
(e.g., sickle cell trait). Because o f the interaction o f these multiple 
fectors (e.g., the interactions of low education, smoking, and nutrition), 
the exact contribution o f each factor to black-white differentials in 
health— or its change over time— remains unknown. O f particular 
importance because o f its policy implications is knowledge o f how
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low socioeconomic status interacts with physical risk factors to increase 
differentially mortality and morbidity risks for blacks and whites.

Although we do not know the precise etiology underlying health 
differentials between blacks and whites, the nature of those differentials 
and their recent changes can be documented. In this article, we discuss 
health differentials as they vary by sex, age, and severity o f medical 
conditions. Many of these health differentials are related to the generally 
poorer economic condition o f blacks relative to whites. In our analysis, 
however, we do not attempt to explain the etiology of health differ­
entials— just to document them. Therefore, we will not attempt to 
standardize for the effect o f income and other economic differentials. 
A complete etiological study o f the wide range o f conditions we 
examined is beyond the scope o f this overview. Furthermore, because 
o f the paucity o f economic measures in mortality and other important 
national health data sets, it probably could not be done comprehensively.

Black-white differentials in health will be examined by sex because 
o f well-documented differences in health between males and females. 
Female life expectancy, which was about 10 percent greater than that 
o f males in 1980, has increased more rapidly than male life expectancy 
for both blacks and whites. In addition, differences in the prevalence 
o f chronic conditions and disabilities between males and females (Ver- 
brugge 1983) suggest that we need to determine whether the factors 
underlying sex differentials in health are the same for blacks and 
whites when age is accounted for.

Health differentials between blacks and whites are examined within 
four broad age categories. First, differentials in the survival and health 
o f infants and children are important for both their immediate health 
consequences and their impact on physical and mental developmental 
processes that affect health late in life. Second, differences in health 
among teenagers and young adults are examined because differences 
in economic conditions, health behavior, and risk-factor exposures will 
affect both current health risks (e.g., homicide, morbidity from alcohol 
and drug use) and will have long-range implications for the prevalence 
of such chronic diseases as cirrhosis, lung cancer, and diabetes. Third, 
health differentials in middle and late adulthood are important because 
chronic diseases most often manifest themselves at those ages. Fourth, 
health differentials for the elderly are interesting because of the observed 
mortality “ crossover” (black mortality rates are lower than those of 
whites at advanced ages), the role o f Medicare in this phenomenon,
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and its economic and health care implications. The analysis also examines 
health conditions o f varying severity.

In the following, we first consider differences in the demographic 
structure o f the black and white populations— both now and projected 
into the future. W e then examine mortality differentials and their 
effect on life expectancy. Next, we examine differentials in chronic 
and acute morbidity and associated disability. Finally, we discuss 
differentials in health care access, utilization, and risk-factor exposures 
that may affect future health differentials.

Methods and Data

We examine the black-white differentials in health using a number 
of methodologies and data sources. Among the methods used are 
several types o f life tables, indicators o f excess mortality, and measures 
of the relative risk o f morbidity and disability. The data sources used 
include national vital statistics data, the National Health Interview 
Survey (NHIS), National Health and Nutrition Examination Survey 
(NHANES), National Long-term Care Survey (NLTCS), National 
Nursing Home Survey (NNHS), and National Health Examination 
Survey (NHES). W e make only limited use o f subnational data sources 
such as community epidemiological studies because very few have 
sufficient numbers o f blacks to make valid comparisons with whites 
in the same environment. W e also did not consider the many social 
surveys such as the Longitudinal Retirement History Study and the 
National Longitudinal Survey (or Fames study) because health infor­
mation was a secondary interest in those studies. Thus, we have relied 
on readily available national data sets whose major focus is some aspect 
of health.

We examined mortality changes over the periods o f 1969 to 1971 
and 1979 to 1981— ^periods unique in American history in terms o f 
achieved life expectancy and the management o f the health effects o f 
chronic degenerative diseases at advanced ages. The morbidity, disability, 
and risk-factor analyses will be both cross-sectional (e.g., HIS survey 
results for 1979 to 1981; NLTCS 1982) and longitudinal (e .g., HES 
and HANES for I960 to 1980).

Mortality is analyzed in several ways, each providing incremental 
information on the differentials between blacks and whites. Life ex­
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pectancy at birth is perhaps the most common measure o f the impact 
o f mortality. W e examine this figure as well as the life expectancy 
at age 65, an indication o f the impact o f mortality among the elderly. 
To indicate the differential impact o f selected causes o f death on life 
expectancy, we examine the change in life expectancy at birth which 
would occur if a given cause of death were eliminated. This has obvious 
policy implications for the allocation o f health resources. W e also 
analyze age-adjusted and age-specific death rates for different causes 
o f deaths to see which segments o f the population are afifected by 
those causes, e .g ., homicide among young black adult males.

To get a more comprehensive sense o f cause-specific differentials, 
rates are used to calculate the number of “excess deaths’ ’ in the black 
population, indicating the number o f deaths that would have been 
avoided had the age-specific death rates for a given cause for blacks 
been the same as those for whites. This excess death measure is a 
better indicator o f the size o f the disparity in health than are differences 
in mortality rates because the former indicator combines mortality 
rates with the size o f the population at risk to determine the absolute 
number o f deaths that are “excess.” The absolute number of excess 
deaths more directly reflects the size o f the public health problem 
and the resources required to correct it than does the differential in 
rates. The excess death measure has to be interpreted carefully because 
o f two factors. First, only the rates for which blacks exceeded whites 
were analyzed. For some conditions like suicide, whites have higher 
mortality rates than blacks. Such white “excess” deaths were not 
subtracted from the black excess since white excesses were relatively 
infrequent at younger ages and black-white excesses must eventually 
“ balance out” because both groups have a finite, and presumably 
similar life span. Second, white excess mortality risks should not be 
used as a norm or standard for blacks (i.e., we would obviously not 
wish to increase black mortality to the same levels o f mortality for 
the conditions with white excess deaths).

More absolute health standards to assess the mortality status of 
blacks and whites are desirable. One such standard might be that of 
the lowest mortality rate achieved for a disease globally. Therefore, 
one could compare black infant mortality rates against those in certain 
Scandinavian countries. A more absolute standard based upon the best 
clinical judgment about what deaths are preventable is the Sentinel 
Health Events methodology (Rutstein et al. 1976). W e used the
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Sentinel Health Events (SHE) methodology to generate estimates of 
both black and white excess mortality based on expert judgment of 
the best achievable levels given current medical science. The policy 
implications o f these measures are important for health delivery and 
utilization and other social issues (e.g ., health insurance, gun control, 
dmg use). W e feel each measure of mortality risk differences is necessary 
in order to identify different aspects o f health differentials existing 
between blacks and whites.

In the mortality analysis, two types o f cause-specific mortality data 
prepared by the National Center for Health Statistics (NCHS) are 
examined: (1) underlying cause of death, and (2) multiple cause-of- 
death data. Underlying cause-of-death data contain only one medical 
condition reported for each o f the two million deaths occurring yearly 
in the United States and are used in most official vital statistics 
publications (e.g., National Center for Health Statistics 1986a). Multiple 
cause-of-death mortality data, however, contain all causes o f death 
listed on the death certificate by the physician (Manton and Stallard 
1984; Israel, Rosenberg, and Curtin 1986). These data are useful to 
describe: (1) mortality at advanced ages where there is a high prevalence 
of multiple conditions, and (2) conditions such as diabetes that appear 
primarily in a contributory role on the death certificate.

One must exercise care in interpreting cause-specific mortality data 
because some black-white differentials could be affected by the quality 
of either the diagnoses reported on the death certificates or by the 
age reporting of the population data used to form the rates. Furthermore, 
care must be taken not to interpret the multiple cause data as direct 
measures o f morbidity— they directly reflect only the reported prevalence 
of conditions at the time o f death. Thus, although the differentials 
may be suggestive o f morbidity differentials, the confirmation of 
multiple cause patterns requires the use of detailed epidemiological 
data. Nonetheless, the much greater information content of the multiple 
cause data makes them important in epidemiological studies (Israel, 
Rosenberg, and Curtin 1986).

In the underlying cause-of-death analysis, all deaths during the two 
three-year periods— 1969—1971 and 1979—1981— were summed 
(roughly six million deaths for each interval) and an annual average 
computed. Then 1970 and 1980 population data were used with the 
averaged deaths to produce more stable estimates o f mortality rates—  
especially for rarer causes o f death among blacks. Conditions examined
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were cancer, heart disease, stroke, diabetes, cirrhosis, homicide, and 
infant mortality. Infant mortality as used herein includes all deaths 
occurring in the first year o f life regardless o f the cause.

In our multiple cause-of-death analysis, we examine individual 
deaths from 1969 to 1980, yielding data on nearly 26 million deaths 
and nearly 70 million reported medical conditions for the total pop­
ulation. Among these were about 2.5 million deaths for blacks. Since 
both the 8th and 9th revisions o f the International Classification of 
Disease (ICD) (World Health Organization 1969, 1977) were employed 
over the study period, only comparable disease categories based upon 
National Center for Health Statistics comparability studies (1975, 
1980) were examined.

W e examined morbidity using data from major national surveys of 
health. For example, the NHIS— an annual survey conducted since 
1957— typically covered 42,000 households and 111,000 individuals. 
A number o f changes were made in the survey methodology and 
questionnaire over this period that make cross-temporal comparisons 
of disease prevalence with NHIS data difficult. For the single time 
interval o f 1979 to 1981, however, we examined the ratio o f black- 
white prevalence rates for conditions that were significant in the 
mortality analyses. To improve the reliability of our prevalence estimates, 
only reports of disease involving either health service contact or associated 
disability were used.

The 1982 NLTC survey reports on the characteristics o f community­
dwelling persons aged 65 and over who manifested chronic (over 90 
days) disability according to reported limitations on activities of daily 
living (ADL) or instrumental activities o f daily living (lADL). A 
telephone screen o f 36,000 persons over the age o f 65 drawn from 
the Medicare Health Insurance master file yielded 6,393 persons who 
reported (or anticipated) an ADL or lADL limitation lasting three 
months or more. An intensive household interview of the 6,393 
persons (representing five million elderly persons) was conducted. 
Results on differences in the functional limitations o f elderly blacks 
and whites are discussed in this article.

The NHES and NHANES (1960-1962, 1971-1974, 1976-1980) 
involve direct clinical measurements o f certain important physiological 
variables. For example, these surveys provide nationally representative 
data on trends in blood pressure, serum cholesterol, and obesity for 
blacks and whites. In addition, national surveys o f the utilization of
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acute-care hospitals (National Hospital Discharge Survey), nursing 
homes (NNHS for 1977 and 1973-1974, resident place surveys in 
1963 and 1969), and physician visits (National Ambulatory Medical
Care Survey) were employed. These were supplemented by data from 
selea epidemiological studies and registries. For example, the mortality 
crossover was examined using 20-year follow-up data on total mortality 
from the Evans County, Georgia, study o f 1,919 whites and 1,183 
blacks aged 15 to 74 in I960 (W ing, Tyroler, and Manton 1985) 
and in the 25-year follow-up data on total mortality for 1,388 whites 
and 786 blacks in the Charleston, South Carolina, heart study (W ing 
et al. 1987). These two closed cohort studies had extremely high rates 
of subject follow-up.

The primary registry source is the population-based tumor registries 
of the surveillance, epidemiology, and end results program of the 
National Cancer Institute. In 1981 the 11 registries in this program 
covered almost 13 percent o f the entire United States population 
(National Cancer Institute 1984). Data in some registries have been 
collected since 1973. A  comparison of mortality in the registry population 
shows good concordance with that o f the American population, sug­
gesting that the registry data are representative o f national patterns.

In order to calculate rates, age-, sex-, and race-specific population 
estimates are needed. These estimates are subject to considerable error, 
especially for blacks at older ages. In forming rate estimates, we used 
either U.S. Bureau o f the Census population figures adjusted for 
various race, sex, and age reporting errors (Siegel 1979) or the sum 
of population weights used in various surveys (e.g., the NHIS).

The Demographic Structure of the United States Black 
and White Population

We examined the age structure o f the American white and black 
population by sex as estimated for 1985 and projected for the years 
2000 and 2050. The age structure o f the population is very different 
so that even if the age- and sex-specific morbidity and mortality rates 
were the same in the two populations, the total health needs o f the 
two populations would be quite different. The population structure 
differences arise because the black population has significantly higher 
fertility rates than the white, resulting in the black population being
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much younger on average and having higher proportions o f its population 
at younger ages. Thus, diseases o f infancy and conditions affecting 
adolescents and young adults (e.g., homicide, accidents, drug abuse) 
will be proportionately more important in the black population because 
o f the greater proportions o f persons at young ages who have the
highest risk o f those conditions.

The difference in the age structure o f the American black and white 
populations estimated in 1985 and projected to 2000 and 2050 is 
reported separately by sex in table 1.

The table contains the number o f persons in each age category, the 
proportion that number is o f the total race- and sex-specific population, 
the underlying fertility rate, and the mean age. The black fertility 
rate is 22 percent greater than that for whites in 1985. Even if there 
were no excess mortality risks, the relative number o f infant deaths 
would be higher for blacks. For persons under the age o f 5 and for 
those aged 15 to 24, the proportion o f the black population is 31 
and 18 percent higher than for whites. This increases for blacks the 
relative significance o f diseases and causes o f death that are more 
prevalent at these ages— i.e., for infants, teenagers, and young adults.

Table 1 also contains the projected population age structure of the 
black and white population for the years 2000 and 2050. The age 
structure o f the black population is projected to continue to be younger 
than for whites, though because o f the assumed convergence of the 
fertility rates the differentials become smaller. For example, the 10.1 
year difference in the median age for females declines to 6.8 years by 
2000 and 4.9 years by 2050. While the differential in median age 
does decrease, it remains substantial to 2050. Both black and white 
populations age rapidly, however, so that the aggregate health needs 
o f both groups will become increasingly weighted toward the chronic
disease risks o f middle and late ages and the health differences at 
younger ages will become less significant— even without changes in 
morbidity and mortality rates. Nonetheless, significant age-related 
health differentials will continue to exist between blacks and whites 
in the coming decades.
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Mortality

Life Expectancy: A t Birth  an d  in Late Life

Life expectancy has risen dramatically in the United States in recent 
years for both blacks and whites. In figure 1, the sex-specific increases 
in life expectancy at birth for blacks and whites from 1950 to 1982 
are presented.

All four race-sex groups have experienced large gains, with blacks 
experiencing faster gains than whites. Nonetheless, significant black- 
white differences in life expectancy remain for both males and females. 
For example, in 1980, a 6.3-year difference in life expectancy (70.6 
vs. 64.3 years) remained between white and black males and a 5.1- 
year difference (78.2 vs. 73.1 years) existed between white and black 
females. Both values represent substantial declines in the sex-specific 
differences from 1970.

Recently, both races have had significant increases in life expectancy 
at advanced ages. Changes in life expectancy at age 65 from I960 to 
1983 are presented in table 2.

Significant life expectancy gains at age 65 have been made for all 
race and sex groups, especially from 1970 to 1983. Between I960 
and 1970 the pace o f change for males was slow. From 1970 to 1983 
it accelerated, increasing 1.4 years for white males and 0.7 years for 
black males. For white females, the rapid gain from I960 to 1970 
accelerated from 1970 to 1983. The pace o f improvement after 1970 
for black females was slower than for white females— but a little faster 
than for white males. Gains after 1980 for both black males and 
females have been very rapid.

While life expectancy at birth for blacks and whites converged over
time, until recently life expectancy after age 65 diverged. For males, 
this divergence between blacks and whites is considerable, with the 
differences in life expectancy increasing from I960 to 1983. For 
females, the difference between blacks and whites increased from I960 
to 1980, then dropped slightly in 1983. The divergence could be 
explained in a number o f ways. First, the divergence could be due 
to better recent age reporting for blacks at advanced ages, which 
reduced recent estimates o f the elderly black population, thereby 
increasing estimates o f mortality rates. An improvement in age-reporting 
accuracy could mask gains in life expectancy for blacks. Second, rapid
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Year

TAB LE 2
Life Expectancy at Age 65: Changes I960 to 1983

Males

W hites Blacks

Difference 
between 
whites & 

blacks

Females

Whites Blacks

Difference 
between 
whites & 

blacks

1960
1970
1980
1983

1960-1970
1970-1980
1980-1983
1960-1983

12.9
13.1
14.2 
14.5

12.7
12.5
12.9
13.2

0.2
0.6
1.3
1.3

15.9 
17.1 
18.5
18.9

15.1 
15.7 
16.5
17.2

Number of years change between time interval 
0.2 - 0 .2 1.2 0.6
1.1 0.4 1.4 0.8
0.3 0.3 0.4 0.7
1.6 0.5 3.0 2.1

0.8
1.4
2.0
1.7

decreases in mortality at younger ages may have increased the number 
of blacks with chronic conditions surviving to advanced ages. An 
increase in the prevalence o f chronic conditions among elderly blacks 
would make mortality reductions at those advanced ages more difficult 
to achieve. Third, special health care and nutritional programs initiated 
in the 1960s and 1970s may have served to improve the relative 
health status o f black infants and mothers in some areas of the country. 
Less program specialization and outreach specifically for black elderly 
may have served to retard their improvement relative to that o f whites, 
as suggested by large differentials in institutionalization rates above 
the age o f 85— trends which may be accelerated by current efforts to 
reduce Medicaid and Medicare benefits. Identifying the contribution 
of each o f these three factors to the slower rate o f improvement in 
black life expectancy at later ages is a topic for further research; 
currently, data on black-white health dififerentials at later ages are 
insufficient to answer these questions.

A second implication o f  recent life expectancy gains at advanced 
ages is the rapid growth o f the “ oldest old” population (i.e., those 
aged 85 and over) with its attendant high per capita needs for both 
acute and long-term care (LTC) health services (Manton and Soldo
1985). The rapid growth o f the oldest old population, shown in table 
1 to occur for blacks as well as whites, is important to remember
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when examining black-white differentials in disability rates from the 
1982 NLTCS and nursing home rates from the 1977 NNHS.

The higher disability rates o f the black elderly, their rapid growth 
in numbers, and smaller socioeconomic resources suggest the need to 
develop programs to provide LTC services that are targeted to the 
special family and social conditions o f minority elderly. Whether 
privately or publicly funded, paid LTC services are normally viewed 
as a supplement to the informal care resources o f the individual (Liu, 
Manton, and Liu 1985). Children represent a major source o f informal 
care for elderly females (Maonton and Liu 1984). It will be important 
to determine differences in the availability of such informal care resources 
for elderly black and white females. For example, do the generally 
lower socioeconomic resources o f black children hinder them from 
performing informal care services at the same rate as for whites? On 
the other hand, does the more fluid, extended family structure of 
blacks serve to increase the availability o f informal care resources?

The Trajectory o f Black and White M ortality Rates a t  Later 
Ages

One issue often raised when examining black and white mortality 
differences at advanced ages is the so-called black-white mortality 
crossover (Manton 1980; Nam and Ockay 1977). U.S. national vital 
statistics show that black mortality rates at advanced ages converge 
with and then drop below white mortality rates. The reality of the 
crossover has been debated by a number o f authors. Ryder (1985), 
for example, argues that such a crossover may be due to higher rates 
o f age misstatement at later ages. The age at which the crossover
occurs has increased in more current data, suggesting that the crossover 
may not be real and will disappear as the quality o f age reporting 
for blacks at later ages is improved. Life expectancy among blacks at 
later ages, however, is also increasing; indeed, between 1980 and 
1983 it increased faster for black than white females. Thus, if the 
crossover was due to higher rates o f systematic mortality selection 
among blacks at early ages, then as life expectancy increases (and 
greater proportions o f blacks survive to later ages), the effects of 
selection also ought to disappear and the crossover should advance to 
later ages.

The trajectories o f mortality rates that produce the crossover are
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manifest even in middle age. An age-reporting explanation of the 
crossover would involve age misreporting in early middle age and 
would have to affect causes o f death differently, since the crossover 
can be identified with disease-specific components of the total force 
of mortality. W ith higher black mortality rates at younger ages, a 
crossover must occur if the life span o f both racial groups is the same 
and the maximum observed ages to which blacks and whites survive 
is the same. For example. Fries (1980, 1983) has argued that we are 
currently near a rectangularization o f the survival curve in the United 
States and other developed countries, with deaths at very advanced 
ages (e.g., 85 and over) increasingly due to basic biological senescence. 
If the deaths o f both blacks and whites at extreme ages are largely 
due to biological senescence, and the genetically determined life span 
is the same for both blacks and whites, then a crossover must eventually 
occur to compensate for higher black mortality rates at younger ages. 
Others argue that we are not currently manifesting a rectangularization 
of the mortality curve at advanced ages (e.g., Schneider and Guralnik 
1986; Myers and Manton 1984a, 1984b; Manton 1986). In this case 
there would be no absolute requirement that mortality crossover must 
occur because o f life span constraints.

Whatever arguments are made, there is probably no way to resolve 
whether the crossover exists using census and vital statistics data alone. 
An alternative approach is to examine epidemiological data where (a) 
one is examining a closed cohort for a lengthy period o f time, and 
(b) one has covariate information on the risk-factor characteristics o f 
people who die at different ages. The existence o f observed risk-factor 
heterogeneity and its effect on mortality trajectories has been examined 
in a number o f longitudinal studies (Manton et al. 1985). The extreme 
heterogeneity o f risk-factor exposure within the black population could 
produce a crossover through systematic mortality selection. W e will 
examine results from an analysis o f the sex-specific mortality patterns 
for blacks and whites in two large, closed-cohort epidemiological 
studies (i.e., the Charleston heart study and the Evans County, Georgia, 
study [W ing et al. 1987]). Because these are closed-cohort designs 
with lengthy follow-up, it is possible to see if a crossover occurs 
during the course o f observation. If so, then no assumption needs to 
be made about the quality o f age reports, even though such data are 
probably much better in these epidemiological studies than in vital 
statistics.
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TAB LE 3
Results from a Pooled Analysis of Total Mortality in the Evans County and

Charleston Heart Studies

A. One degree of freedom associated with hypothesis that shape parameters 
of hazard function are equal for blacks and whites (scale parameters were 
separately estimated for blacks and whites to allow for different levels 
of risk).

Gompertz Weibull
Hazard Hazard

Males 
Females 
Total (2 d.f.)

2.93
11.90
14.83

4.47
13.87
18.34

B. Value of shape parameters (value for Gompertz is multiplied by 100) 
White males 7.92 6.02
Black males 6.98 5.23
White females 9.51 7.32
Black females 7.52 5.77

Cohort mortality was modeled using separate sex-specific hazard 
functions for blacks and whites in a pooled analysis o f the two data 
sets. Two alternate hazard functions, the Gompertz and the Weibull, 
were used to see if the form o f the hazard function affected the results. 
Separate constants were used for each subpopulation and a test made 
to see if the same exponential parameter, which determines the shape 
of the hazard function across age, could be used across race within 
sex. The results are presented in table 3.

The hypothesis o f equal shape parameters (one-tailed directional 
test) is rejected for both males and females with the shape parameter 
for whites being higher than that for blacks. The higher value of the 
white shape parameter means that mortality rates rise fester with age 
for whites; the whites had a smaller constant parameter meaning their 
initial mortality is lower— hence the “ crossover.” Demonstrating a 
crossover in two tightly controlled closed-cohort studies which, because 
of their relative homogeneity, should probably show less o f a tendency 
to converge and crossover than the national data is important evidence 
for a crossover. Preliminary examination of published tabls from other
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studies (e.g., Alameda County [Berkman and Breslow 1983}) also 
seem suggestive o f a “ crossover.”

Cause-specific M ortality

Given the rapid improvements in life expectancy for all groups and 
the persistence o f a relative deficit for blacks, it is important to identify 
fiictors that underlie mortality changes. One factor is the difference 
in infant mortality. Black rates are about twice as high as white rates. 
The pattern o f decline in infant mortality rates for blacks and whites 
from 1950 to 1982, portrayed in figure 2, indicates this relatively
constant difference in levels.

For both blacks and whites, the rate o f decline accelerates about 
1965. The rapid rate o f decline persists to at least 1982. Despite the
decline in infiint mortality rates, black-white differentials persist. Even 
the United States white infant mortality rate is high relative to many 
other developed nations. The 1984 infant mortality rate in Japan is
6.0 (World Health Organization 1985), 40 percent lower than the 
1982 United States white infant mortality rate o f 10.1 per 1,000 
live births (U.S. Bureau o f the Census 1985). Thus, the American 
black infant mortality rate appears even more excessive when compared 
to the rate o f other developed nations. Indeed, the 1982 American 
black infant mortality rate o f 19-6 per 1,000 (U.S. Bureau of the 
Census 1985) does not compare fevorably against less developed countries 
such as Cuba (infant mortality rate o f 18.5 per 1,000 in 1981), Costa 
Rica (24.3 in 1979), or Panama (20.4 in 1983) (World Health Or­
ganization 1982, 1985), if we accept their reported rates as accurate. 
Indeed, infant mortality rates in certain states (e.g., Illinois and 
Michigan both with a black infant mortality rate o f 24.6 per 1,000, 
or the District o f Columbia with 24.1 [U.S. Bureau o f the Census 
1985}) begin to approach those in some African nations (e.g., 27 per
1.000 in Mauritius in 1982 [W orld Health Organization 1985}). 

The black-white differential in infant mortality has persisted because
of a number o f fiictors. These include socioeconomic differences between 
black and white mothers which contribute to poorer prenatal care and 
nutrition, higher rates o f teenage pregnancy, greater parity, and other 
risk factors.

Infant mortality differentials, while contributing significantly to
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black and white life expectancy differences, are only one source. A 
second major source results from chronic diseases, conditions, and 
external events that produce mortality primarily in mid and late life. 
This is illustrated in the age-standardized cause-specific mortality rates 
in table 4.

The age-adjusted death rates for blacks are about 50 percent higher 
than those o f whites for both males and females. The biggest black- 
white differential is for homicide, an external cause of death most 
prevalent among adolescents and young adults. Diabetes is the second 
most elevated cause o f adult death for blacks, probably reflecting 
nutritional factors, including higher prevalence of obesity among black 
females and possible differences in the management of disease. Cirrhosis, 
associated with alcohol abuse, is twice as high for blacks, while stroke 
and heart disease, and circulatory conditions associated with hypertension 
and diabetes, are also higher.

We also examined mortality differentials in multiple-cause mortality 
data (data on all conditions reported on the death certificate). Multiple- 
cause data are important in describing mortality at later ages where 
the prevalence o f multiple chronic diseases is higher and for certain 
diseases (e.g., diabetes, cirrhosis, pneumonia, septicemia) frequently 
reported as contributing to death but not being the underlying cause 
(Israel, Rosenberg, and Curtin 1986).

Table 5 contains the proportion o f deaths for American blacks and 
whites in 1980 from selected causes (diabetes mellitus, stroke, pneu­
monia) where the condition is: (1) the underlying cause of death 
(UCD); and (2) mentioned anywhere on the certificate as contributing 
to death (TM). Table 5 also shows the ratio o f the total occurrence 
on the death certificate o f the selected causes to only their underlying 
cause occurrence. The proportions are estimated for life table populations 
so the effect o f population structure has been removed. The ratio o f 
the two proportions indicates the relative importance o f the condition 
as a contributing cause o f death. These statistics are reported for four 
ages (birth, 45, 65, 85).

In general, whites have a higher ratio o f total mentions to underlying- 
cause mentions than blacks. The ratios can be quite large (e.g., for 
white males there are 4.5 times as many deaths where diabetes is 
recorded on the death certificate than there are deaths where diabetes 
is selected as the underlying cause). Significant reporting o f conditions 
in a nonunderlying-cause role was observed for most major chronic
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diseases; even for cancer there are 15 percent more deaths (or 60,000 
per year) affected than are recorded in underlying-cause statistics (Manton
1986). Part o f the greater multiple-cause occurrences for whites may 
be due to differences in death certification and medical care that leads 
to more complete diagnosis and treatment o f conditions among whites. 
Another source of the higher rate o f multiple-cause reporting among 
whites may be better survival o f whites with chronic disease (because 
the case fatality rates for many chronic diseases such as cancer are 
higher for blacks than for whites). Consequently, whites may live 
longer with a chronic disease, thereby increasing the period of exposure 
for a second (or multiple) chronic disease to emerge.

In examining the individual conditions, the ratio o f total to un­
derlying-cause mentions for diabetes is lower for blacks than for whites. 
Females o f both races have proportionally more deaths affected by 
diabetes, with over 10 percent o f black female deaths associated with 
diabetes. The lower rate o f multiple-cause reporting o f diabetes for 
blacks may occur because the disease is more lethal for blacks, possibly 
due to later diagnosis and less access to adequate medical and personal 
resources for the long-term management o f the disease. Alternatively, 
the lower rate may be due to less complete reporting o f diabetes on 
death certificates for blacks. The latter explanation seems less likely 
because higher proportions o f black female death certificates report 
diabetes overall than do those o f white females. One would not expect 
an excess o f diabetes among black females were it less completely 
reported.

The proportion o f deaths due to diabetes in the life table population 
declines between ages 65 and 85, indicating that much o f the mortality 
due to diabetes occurs in that age range. This occurs both for the 
underlying-cause and total occurrences o f diabetes on the death certificate, 
thus, diabetes is less significant, either as an underlying or associated 
cause o f death, at advanced ages for all race/sex groups. As the 
mortality risks for conditions associated with diabetes such as stroke 
decline, diabetes reported at death at advanced ages may increase 
(Baum and Manton 1987).

The underlying-cause-of-death rate for stroke has declined 44 percent 
from 1968 to 1982. Besides being an important cause o f death, stroke 
is an important determinant o f disability and nursing home use, 
accounting for about 7 percent o f all nursing home days used in 1977 
(Liu and Manton 1984). Compared to diabetes (a condition with which
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it is strongly associated), stroke is more important as an underlying 
cause of death at advanced ages— i.e ., the proportion of deaths affected 
by stroke increases with age. After age 85 almost a quarter o f both 
black and white female deaths are affected by stroke. Despite being 
a frequent underlying cause o f death, stroke affects about 60 percent 
more deaths than is reported in the underlying-cause-of-death data. 
The proportion o f deaths due to stroke in the life table population 
is similar for black and white females (even though the mortality rates 
are 80 percent higher for blacks) because the white female population 
has a higher life expectancy and stroke is predominantly a cause o f 
death at very advanced ages. The stroke mortality rate for black males 
is much higher than for white males up to age 65 though we can 
again see the impact o f greater white male survival to later ages, 
which increases the proportion o f deaths from chronic diseases. Thus, 
the life table results show different aspects o f the impact o f the disease 
than the age-adjusted rates.

Influenza and pneumonia are frequent contributory factors in the 
deaths of debilitated, elderly persons (Besdine 1984). Within sex, 
blacks have smaller proportions o f deaths affected by pneumonia, 
consistent with higher disease-specific case-fatality rates (or deaths per 
100 illnesses) for blacks. This implies a shorter exposure period for 
the acquisition o f complicating conditions like pneumonia.

The multiple-cause data can also be examined over time. Figure 3 
records four plots which show the change from 1968 to 1980 in the 
life table proportion o f deaths affected by four conditions (septicemia, 
cirrhosis, pneumonia, and stroke) for blacks and whites.

Septicemia is frequently a complication o f chronic debilitation and 
has been rapidly increasing as a mortality risk in the United States—  
especially at advanced ages (Manton 1986). It may also reflect inadequate 
medical care leading to complicating infections. Septicemia has increased 
as a cause of death for all race/sex groups, but it affects more nonwhite 
deaths (e.g., nearly 5 percent o f nonwhite female deaths in 1980), 
and increases more rapidly for nonwhites (figure 3). Table 6 contains 
sex and age-specific septicemia mortality life table statistics for blacks 
and whites.

The absolute increases in the impact o f septicemia on mortality 
have been larger for blacks at all ages than for whites. If the increase 
in septicemia mortality was due to increases in the prevalence of 
chronic diseases at advanced ages (associated with rapid increases in



152 K .G . Manton, C .H . Patrick, and K .W . Johnson

Septicemia

Cirrhosis

FIG. 3. Tota l proportion  o f  deaths affected by four cond ition s, 1968 to 
1980, for U .S . w hite and nonw hite males and females.
Source: Tabulations o f national multiple cause o f death files.
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stroke

FIG. 3. Continued.
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life expectancy at later ages), one would have expected white females 
at very advanced ages to be at higher risk. The more rapid increase 
for blacks suggests that health differentials not related to age, but 
possibly to inappropriate or inadequate medical care, may explain 
recent increases.

In figure 3, cirrhosis shows little evidence of a systematic trend 
after rising to its 1972 levels. Males of both races have greater proportions 
of death affected by cirrhosis than females; within sex, blacks have 
more cirrhosis mortality. One major risk factor for cirrhosis is excessive 
alcohol consumption so that the pattern observed for cirrhosis suggests 
greater alcohol abuse among blacks.

Like septicemia, pneumonia and influenza are infectious diseases 
that affect debilitated persons. In contrast to septicemia, however, 
pneumonia is (1) decreasing in the proportion o f deaths affected (part 
of the decrease from 1978 to 1979 is due to the changes in ICD 
revision); and (2) is less significant for blacks. This difference may 
result because septicemia seems to affect persons at all ages, whereas 
death from pneumonia is concentrated at later ages (Manton 1986). 
Hence, current problems with infectious diseases as contributing causes 
of death are becoming more related to race (increasing septicemia 
risks at all ages) and becoming less related to age (decreasing pneumonia 
risks at later ages).

Stroke is a major cause o f death that has declined rapidly as an 
underlying cause o f death. The pattern o f change is also evident in 
figure 3 in its multiple-cause occurrences, with significant change 
after 1972, the year in which the national initiatives on hypertensive 
control began (Robins and Baum 1981). Interestingly, stroke mortality 
is less important for black males than for white females despite the 
latter s better control o f hypertension (Wassertheil-Smoller et al. 1979).

How do various conditions contribute to life expectancy differentials 
between blacks and whites, and how do those contributions change 
over time.  ̂ W e present in table 7 two life table statistics, the mean 
age at death and the proportion o f deaths caused by a given condition 
in a life table population for seven underlying causes o f death. By 
examining the mean age at death in a life table population, differences 
in the mean age at death for a condition due to population structure 
are removed. By removing the effects o f these differences, the cause- 
specific risk may be compared for 1970 and 1980.

The mean age at death from stroke increased for both blacks aiKl
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TAB LE 7
Mean Age at Death and at Birth for Underlying Cause Occurrence of Seven 

Causes of Death, and Proportion of Deaths Due to Each Cause by 
Race, 1970 to 1980

Cause of death 1970 1980 1970 1980

MEAN AGE
White males

AT DEATH
Black males

Stroke 76.5 78.4 70.2 72.1
Cancer 68.3 70.5 65.6 67.7
Lung cancer 66.5 6 8 .8 62.9 65.1
Heart disease 72.1 74.3 68.7 70.3
Homicide 40.5 38.7 36.6 37.9
Diabetes 70.6 72.5 64.6 67.6
Cirrhosis 58.8 60.4 49.9 52.5

White females Black females
Stroke 81.3 83.5 75.7 79.0
Cancer 69.8 71.9 66.4 69.6
Lung cancer 66.7 68.3 62.9 65.1
Heart disease 80.2 82.4 75.5 78.2
Homicide 41.9 42.0 37.3 38.7
Diabetes 75.3 77.6 69.3 73.8
Cirrhosis 59.9 62.9 49.8 54.2

PROPORTION OF DEATHS DUE TO CONDITION
White males Black males

Stroke 9.5 7.2 10.5 8.1
Cancer 16.9 21 .0 15.3 21.5
Lung cancer 4.9 6.9 4.2 6.8
Heart disease 42.2 41.0 31.3 32.5
Homicide 0.5 0.7 4.8 4.4
Diabetes 1.5 1.3 1.6 1.6
Cirrhosis 1.7 1.5 2.1 2.1

White females Black females
Stroke 15.1 12.3 16.0 12.6
Cancer 16.0 18.6 13.6 17.3
Lung cancer 1.3 2 .6 1.0 2.1
Heart disease 42.1 42.5 37.0 38.8
Homicide 0 .2 0.2 1.0 0.9
Diabetes 2.5 2 .0 3.7 3.4
Cirrhosis 0.9 0 .8 1.3 1.2

Source: Tabulations o f  U.S. underlying cause data.
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whites (e.g., 2.2 years for white females and 3.4 years for black 
females). The increase is evident even at age 60 for both blacks and 
whites. Large declines in the proportion o f deaths due to stroke for 
both blacks and whites are also evident. Hence, improvements have 
occurred in both measures for stroke for blacks. The rate of improvement 
is more rapid for blacks than whites, though much of the excess risk 
for black males continues to 1980.

Significant race differentials are noted for cancer. The mean age at 
death from cancer increased for both blacks and whites, although it 
was lower for blacks in 1970 and 1980. The mean age at death from 
cancer varies by five years among the four race/sex groups. The 
propv>rtion o f deaths due to cancer increases for all race and sex groups, 
but more rapidly for blacks. The increase is largest for black males, 
with the proportion o f cancer deaths increasing from 15.3 to 21.5 
percent. This proportion is lower for black females at birth, but rises 
at later ages to white female levels.

The proportionate contribution o f lung cancer to mortality is similar 
for both black and white males (4.9 and 4.2 percent, respectively), 
with both groups experiencing large increases. The contribution to 
mortality for females increased faster over the period, doubling for 
both races. White female lung cancer is significantly higher than 
black female lung cancer, in contrast to males. Because these trends 
can be traced to smoking patterns in different cohorts, continued 
increases in female lung cancer mortality rates for 20 years are likely, 
while white male rates may have reached their peak (Harris 1983).

Cancer trends are difficult to evaluate because they represent a large 
number o f different diseases. For example, much o f the increase in 
cancer mortality is due to lung cancer, which is driven by cohort 
patterns o f smoking habits (Harris 1983). Crude breast cancer rates, 
especially for white females, are also increasing, possibly because of 
later ages at first pregnancy (MacMahon et al. 1970). In contrast, 
many types o f cancer have declining mortality rates, such as stomach 
cancer and leukemia. Different types o f cancer have different rates o f 
incidence and different risk factors.

As a consequence, black-white differentials have to be examined 
for specific cancer types and for different types o f rates. For example, 
there are higher age-adjusted black mortality rates for a number of 
cancers such as cancer o f the bladder, cervix, esophagus, lung, prostate, 
and stomach. Among whites, there are higher crude mortality rates
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from cancer o f the breast, leukemia, lymphoma, and pancreatic cancer 
(National Center for Health Statistics 1986a). The crude rates reflect 
the different age structure o f the black and white populations, with 
whites having higher crude rates for cancer types that are prevalent 
at later ages.

Though the range o f cancer types makes the study o f black-white 
differences complex in contrast to many other chronic diseases, good 
race-specific data on the incidence and case fatality o f specific diseases 
are available from the National Cancer Institute’s (1984) SEER program, 
a system o f population-based tumor registries covering 11 areas rep­
resenting almost 13 percent o f the American population. W e examined 
the site-specific cancer data to identify the causes o f mortality dijBferences 
to determine if they are a result o f differences in disease incidence, 
case fatality differences due to different patterns o f treatment, or due 
to poorer general health.

The SEER data for 1978-1981 show an 11 percent higher cancer 
incidence rate for American blacks relative to American whites, with 
most o f the excess occurring in black males ( +  25 percent). Blacks 
experience higher age-adjusted incidence for cancer o f the cervix, 
esophagus, larynx, pancreas, and stomach. O f the 25 types of cancer 
for which SEER data are collected, blacks have poorer case fatality 
rates for 22. Five-year relative survival for all cancer types is 38 percent 
for blacks and 50 percent for whites. Cancer case fatality rates are 
particularly high in blacks for cancer o f the bladder, breast, corpus 
uteri, prostate, and stomach.

Several reasons are cited for the greater incidence and poorer case 
fatality rates o f blacks with cancer. Risk factors can be identified for 
increased incidence o f certain cancer types. For example, the threefold 
mortality excess o f esophageal cancer fijr blacks (3.5 times the incidence) 
may be due to higher alcohol consumption among blacks (consistent 
with their higher cirrhosis rates). The 45 percent higher lung cancer 
mortality rates for black males may be due to a combination o f higher 
levels o f smoking and higher rates o f exposure in environmentally 
hazardous occupations. Food quality, use o f smokeless tobacco, and 
alcohol consumption are possibly responsible for stomach cancer mortality 
rates being 1.5 times higher and incidence being twice as high among 
blacks. Black males have a 60 percent higher incidence and 100 
percent higher mortality rates from prostate cancer than white males. 
Black females have cervical mortality and incidence 2.5 times higher
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than the general population. The elevation o f both prostatic cancer 
and cervical cancer may be linked to higher rates o f early sexual 
activity and the possibility o f early infection with viral and other 
venereal diseases (Fraumeni 1975). Higher breast cancer mortalit) 
rates, in contrast, have been linked with later age at onset o f sexual 
activity, lower ferrility, and later age at first pregnancy (MacMahon 
et al. 1970).

Differences in case fatality rates (i.e., deaths as a proportion o f 
those with the disease) can be traced to several factors. Knowledge, 
attitudes, and practices relating to cancer care-seeking behavior (cancer 
screening, detection, treatment, and rehabilitation) differ by race. 
National surveys suggest that blacks overestimate the fatality o f cancer 
and underestimate its prevalence (U.S. Department o f Health and 
Human Services 1985). Blacks are less educated about cancer signs 
and more pessimistic about treatment. Combining these results with 
possible economic constraints, blacks may delay seeking diagnosis and 
treatment because o f their conception o f cancer as a terminal disease 
process, thus leading to a higher relative prevalence o f cancer diagnoses 
at advanced stages (National Cancer Institute 1984).

Other factors beyond behavior (which we presume to be partly 
based on knowledge and attitudes toward cancer) contribute to poorer 
black survival. Studies indicate that survival differences remain between 
blacks and whites even at the same stage o f disease (Wilkinson et al. 
1979). Socioeconomic factors explain part o f the differential (Berg 
1977), but even after socioeconomic factors and disease characteristics 
are controlled, deficits for blacks remain due to differences in treatment 
(Page and Kuntz 1980), immune competency, histologic type, general 
health status, nutrition, and other factors (Savage et al. 1981). Thus, 
blacks have higher cancer rates than whites because o f (1) higher risk- 
factor exposures for many (but not all) cancer types, (2) their image 
of cancer as a lethal disease, which causes them not to be diagnosed 
early and to less aggressively pursue treatment, (3) economic and 
medical access variables that cause them to be less effectively treated, 
(4) differences in disease type, with many o f the histological types 
affecting blacks being more aggressive, and (5) general differences in 
health status resulting in lower host resistance to the tumor.

The cancer life table statistics may be compared with the other 
diseases in table 7. There is an increase in the age at death from heart 
disease for both blacks and whites. The mean age at death in 1980
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varies over 12 years across the four race/sex groups, indicating greater 
race and sex variation in heart disease risks than in cancer risks. 
Despite significant declines in the mortality rates for heart disease
(e.g., 24 percent between 1968 and 1978), the life table proportion 
of all deaths expected from heart disease declined only slightly for 
white males, increased slightly at early ages for black males and 
females, and is nearly constant for white females. Heart disease is a 
less prevalent cause of death for both black males and females than 
for whites (due to their higher risk o f death at earlier ages from other 
causes), though heart disease has increased for black males at younger 
ages.

Homicide, in absolute terms, is a frequent cause o f death among 
black males, being nearly as likely to cause death as lung cancer. 
Furthermore, it is a cause o f death affecting younger persons, with 
the mean age at death for homicide victims ranging from 37.9 years 
for black males to 42.0 years for white females in 1980. Between 
1970 and 1980, the mean age at death from homicide increased for 
black males and for females o f both races. In contrast, the mean age 
at death from homicide for white males decreased between 1970 and 
1980 (from 40.5 to 38.7 years), suggesting an increase in homicide 
risks at early ages for white males. The proportion o f all deaths due 
to homicide is much higher for blacks than whites, being over six 
times higher for black males in 1980 and nearly five times higher 
for black females.

The proportion o f deaths due to diabetes shows a small drop for 
white males and no change for black males. Declines are also registered 
for females, although the proportion o f black females affected is greater 
than that o f white females. There has been a large increase in the 
mean age at death for blacks (i.e., 3.0 and 4.5 years), suggesting 
better control at earlier ages delaying death for blacks.

Cirrhosis is a greater mortality risk for blacks than whites starting 
at younger ages. For black males, excessive alcohol consumption begins 
early but occurs primarily after age 30, whereas for white males the 
prevalence is higher from ages 18 to 25 and then declines (U.S. 
Department o f Health and Human Services 1985). Thus, it appears 
to be continued high alcohol consumption in adulthood that contributes 
most to cirrhosis in blacks. There are also both more alcohol abstainers 
and heavy consumers among blacks (U.S. Department o f Health and 
Human Services 1985). Thus, exposure seems to be concentrated in 
certain black subpopulations.
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Patterns o f risk-factor exposures may be related to both geographic 
and sociocultural differences. For example, exposure to certain types 
of risks (e.g., homicide, cirrhosis, lung cancer) are probably higher 
in metropolitan areas than rural areas and in certain regions (e.g.. 
Northeast and Far West) than in other regions (e.g.. Southeast), 
although for lung cancer we see that southeastern regions are converging 
in risk to that in the Northeast (Manton et al. 1985). An important 
protective factor in rural areas and the Southeast may be sociocultural 
and religious norms against alcohol and drug abuse. More detailed 
study o f such geographic differences in cause-specific mortality and 
risk-fiictor exposures could potentially produce much useful information 
on sociocultural and economic differences in health risks between 
blacks and whites.

The change in the life-table mean age at death for a disease and 
the proportion of deaths it causes determine the change in life expectancy 
anticipated if a given condition were eliminated and persons were 
only exposed to the risks o f the remaining conditions. This statistic 
is important in determining the potential benefit o f controlling or 
eliminating a condition. Two types o f such “ cause elimination'’ life 
expectancy gains are presented in table 8. The first, labelled “Total 
Population,” is the usual statistic presented in the demographic literature 
that shows the impact (in years) o f eliminating the condition on the 
life expectancy o f the population (e.g., Chiang 1968; Keyfitz 1977). 
The second, labelled “ Saved Population,” is the effect on the life 
expectancy o f persons who died o f the disease— an alternate form of 
competing risk adjustment. The latter statistic allows comparison of 
the survival effect o f common and rare causes o f death and better 
measures the impact o f the disease on the individual (Manton, Patrick, 
and Stallard 1980). It indicates the years o f life lost by a typical 
decedent from the specific cause o f death and is calculated by adjusting 
the usual-cause-elimination life-expectancy-gain figure (i.e., the “Total 
Population” figure) for differences in the proportion o f deaths expected 
from the condition as reported in the bottom panel o f table 7.

The cause elimination effects o f the six conditions for the total 
population reflect the proportion o f deaths caused by the disease. 
Hence, gain in life expectancy due to the elimination o f heart disease 
is the largest. In contrast, the “ saved population” measure describes 
the effect o f premature mortality from a condition on the life span 
of the individual. Therefore, it is greatest for deaths that occur at 
early ages— e.g ., accidental deaths and homicides.
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Large increases in the impact o f cancer on total-population life 
expectancy occurred between 1969-1971 and 1979—1981, with black 
males having the largest increase (0.91 years). White males had the 
smallest saved-population gain because they had the highest mean age 
at death from cancer (relative to their total life expectancy). Blacks 
of both sexes experienced decreases, suggesting that cancer deaths 
occurred at older ages in 1979-1981 than in 1969-1971. White 
females had an increase, suggesting that cancer deaths occurred at 
younger ages in 1979—1981.

Heart disease shows declines in impact in both the saved and total 
population measures for three o f the four groups, suggesting decreased 
population and individual impact between 1969—1971 and 1979— 
1981. Only white females show an increased impact over this period.

Diabetes mellitus and stroke show declines in both measures for 
all four groups consistent with the linkage o f the two conditions. 
Accidental deaths show declining population impact, but increasing 
individual (i.e., “saved” population) impact. The impact o f homicide 
increased on both the population and individual level for whites, but 
declined for blacks.

Excess Deaths

The preceding analyses showed black-white differentials in life ex­
pectancy, the underlying and multiple-cause mortality factors that 
produced those differentials, and recent changes in those differentials. 
To summarize differentials in mortality risks and the mean age at 
death in terms o f the current impact on health, an index o f “excess 
deaths” was calculated. Excess deaths in the black population are the 
number of deaths due to a particular condition above the level that 
would have occurred if blacks had experienced the same age-, sex-, 
and cause-specific mortality rates as whites. An age cutofif o f 70 years 
was used in aggregating excess deaths. Since the maximum life span 
is probably not much different for blacks and whites, high early 
mortality among blacks must produce higher white mortality rates 
at later ages and negative “excesses” at advanced ages. This phenomenon 
would have lessened the value o f the index as an indicator o f disparities 
between blacks and whites that might be amenable to interventions 
at earlier ages (i.e ., the age ranges where deaths are clearly premature).
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TABLE 9
Excess Deaths  ̂ in the Black Population by Sex and Cause from Birth to 

Age 69, 1969-1971 and 1979 -1981

Males Females

Disease 1969-1971 1979-1981 1969-1971 1979-1981

All causes 39,925 35,321 32,895 23,621
Cancer 3,674 5,782 2,175 2,268
Diabetes 696 646 1,693 1,204
Heart disease 4,258 5,633 8,898 7,235
Stroke 4,202 2,837 4,566 2,477
Accidents 3,822 2,261 1,159 559
Homicide 6,496 6,708 1,347 1,380
Cirrhosis 1,205 1,373 863 783
Infant mortality &

congenital anomalies 5,145 2,155 4,260 1,847

 ̂ Actual deaths — expected deaths, where expected deaths =  white death rates X 
black population (up to age 70).

The changes in the number o f excess deaths between 1969—1971 and 
1979-1981 are presented in table 9.

Rates o f deaths changed markedly for both races during this period. 
As a result, the number o f excess deaths drops from 73,000 to 59,000; 
over 65 percent o f the drop occurred in black females. Large decreases 
are noted for stroke, accidents, and infant mortality, but large increases 
in excess deaths occurred for cancer (especially in males).

Observed, expected, and excess deaths by age for black males and 
females are presented in table 10 for the 1979—1981 period.

In table 10 the annual number o f deaths expected in 1979-1981 
if blacks were subjected to white mortality rates, the actual number 
o f deaths, and the annual difference or excess are shown for six causes. 
For example, black males under the age o f 70 would have 49,378 
deaths if they had the same mortality rates as white males— 84,699 
black male deaths were observed. Consequently, 35,321 excess black
male deaths occurred annually. Thus, 42 percent o f black deaths in 
the 1979—1981 period were excess and potentially avoidable. O f the 
35,321 excess deaths in males, 24 percent (8,470) were due to car­
diovascular disease, 16 percent were due to cancer, and 19 percent 
to homicide.
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The contribution o f each cause to excess mortality is quite different 
for those aged under 45 than for persons aged 45 to 69- Under the 
age of 45, 15 percent o f the excess male mortality is due to infant 
mortality (deaths occurring under one year o f age). This drops to 6 
percent for all excess deaths under the age o f 70. Likewise, the 
importance of homicide drops from 37 to 19 percent. From the age 
of 45 to 69 the male excess due to homicide is only 6 percent. On
the other hand, 58 percent o f excess male mortality from the age of 
45 to 69 is due to cardiovascular disease or cancer.

The excess death measure has the disadvantage that it is based 
upon the current level o f white mortality as the “ norm” or “ standard.” 
This raises the question o f what our targets or goals should be when 
contemplating corrective actions. For example, there is excess mortality 
among whites for certain diseases (e.g ., suicide for white males and 
breast cancer for white females). If there is no black excess for a cause, 
should we conclude that the current mortality level among blacks is 
acceptable? Furthermore, we know that white infant mortality is much 
higher in the United States than in many European countries and 
Japan. This means that the black infant mortality excess is less than 
that if compared to the lowest observed levels. Even the Japanese and 
European mortality levels may not represent the lowest achievable 
level given the current state o f medical science. This suggests that 
we should posit an absolute health standard against which we could 
evaluate the health of both blacks and whites. We, therefore, calculated 
a second measure, the SHE index, which represents deaths due to 
medical conditions that were judged on the basis o f known risk factors 
or the current level o f treatment efficacy to be either preventable or 
curable (Rutstein et al. 1976). These measures are presented for several 
major age categories for the four race/sex groups in table 11.

The table confirms that there are large numbers o f deaths for whites 
(17.6 percent for males and 12.2 percent for females) that could be 
prevented. Against absolute standards American whites are doing 
nearly as poorly as blacks in terms o f the proportions o f total mortality 
resulting from preventable or curable diseases. The age-adjusted mortality 
rate for the SHEs is 185.3 for black males and 177.5 for white males 
with 17.6 percent and 18.2 percent o f all white and black male deaths 
being preventable.

For women the SHE mortality rate is identical (100.4). However, 
because a greater proportion o f the black female population is at
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TAB LE 11
Annual Number of Deaths from Sentinel Health Events (SHE), Proportion 

That SHE Are of All Deaths and Rate for SHE, 1979-1981

Males Females

Whites Blacks

Ratio of 
rates 

of SHE Whites Blacks

Ratio of 
rates 

of SHE

Age 0-24 
Percentage 
Rate

11,261
20.0%
29.7

4,672
31.9%
70.6 2.38

8,293
28.8%
22.7

3,824
41.6%
57.1 2.52

Age 25-44 
Percentage 
Rate

4.541
8.2%

17.5

1,511
9.2%

47.4 2.71

3,566
13.7%
13.6

1,088
13.6%
29.1 2.14

Age 45-64 
Percentage 
Rate

42,669
18.9%

229.6

7,543
19.3%

403.1 1.76

22,055
17.2%

108.9

3,633
14.1%

157.4 1.45
Age 65-69 

Percentage 
Rate

23,992
20.8%

689.1

2,874
19.9%

866.4 1.26

10,706
15.1%

247.2

1,216
11.1%

273.0 1.10
Age 70 + 

Percentage 
Rate

80,268
17.0%

1398.3

6,595
15.5%

1280.6 0.92

52,448
9.7%

558.2

4,269
9.2%

537.0 0.96
All ages 

Percentage 
Rate

162,732
17.6%
177.5

23,194
18.2%

185.3

97,068
12.2%

100.4

14,030
14.0%

100.4

younger ages, the proportion o f deaths from SHEs is higher for blacks 
(14.0 percent) than for whites (12.2 percent). For example, the mortality 
rate from SHEs is 57.1 at ages 0 to 24 for black females and only
22.7 for white females— a ratio o f 2.52 to 1.0. This ratio declines 
with age until above age 70 where the risk from SHEs is higher for 
white females (558.2) than for black females (537.0). This suggests 
that even though white females have a higher overall life expectancy, 
proportionately more preventable deaths at advanced ages occur for 
white females— ân observation based upon an epidemiological and 
clinical evaluation o f the cause o f death mix at different ages that is 
consistent with the crossover in the total mortality rates observed 
earlier.
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Similar age patterns are noted for males except that the peak age 
range for excess black risk is age 25 to 44 (i.e., 2.71) reflecting the 
eflfea of homicide and other external causes o f death. It is also interesting 
to compare the mortality rates for SHEs across sex within race. For 
example, we see that up to age 44, white females have greater proportions 
of deaths due to preventable causes than white males— a pattern also 
found for black males and females. Past the age o f 45 males o f both 
races have considerably greater proportions o f deaths from preventable 
causes.

Morbidity and Disability

In the preceding section we discussed mortality differences between 
blacks and whites. Though mortality is an excellent indicator o f serious 
health problems, many nonlethal conditions generate considerable 
disability in the population. Such conditions are described in the 
National Health Interview Survey. Owing to methodological changes 
in this survey over time, it is difficult to determine how the prevalence 
of various conditions has changed. However, the data on disease 
prevalence at a given time probably accurately describe black-white 
differentials in the health burden o f different conditions. Thus, we 
present the ratio o f age-, sex-, and race-specific prevalence rates or 
relative risks for selected conditions (hypertension, circulatory disease, 
diabetes, arthritis, and mental and nervous disorders) in table 12.

Hypertension is a risk factor for many other conditions such as 
stroke, heart disease, and renal failure. Overall, blacks are two to 
four times as likely to report hypertension as whites. The relative 
risks are highest at early ages (i.e., before 45) with systematic declines 
in the relative risks for both sexes at later ages. The higher risk of 
hypertension for blacks is consistent with the greater risk o f stroke 
mortality documented in earlier tables.

Both black males and females have a greater probability of circulatory 
disease than whites. The relative risk is higher for black females and 
is more elevated for both sexes below the age o f 45 (consistent with 
the pattern for hypertension). Analyses o f only ischemic heart disease, 
in contrast, showed a considerable white male excess.

Diabetes is a morbid condition which, like hypertension, is a risk
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factor for many circulatory diseases. Blacks had over a twofold excess 
risk o f diabetes past the age o f 45 (table 12). Much o f this risk is 
associated with the onset o f adult diabetes related to obesity. The 
relative risks are higher for females and decline for both sexes at 
advanced ages. The decline in the relative risk may be a result o f a 
more rapid mortality selection o f black diabetics at earlier ages relative 
to whites. The greater prevalence o f diabetes among blacks and the 
excess o f female diabetes over the male rates within race are consistent 
with the previously reported mortality excesses.

A condition that causes considerable disability, especially at advanced 
ages, is arthritis. Past the age o f 45, there is over a 50 percent greater 
risk of arthritis for blacks. Below the age of 25 (45 for males) arthritis 
is less often reported for blacks. For both races, the prevalence of 
arthritis is much greater for females. Arthritis has been found to be 
one of the most prevalent causes o f activity limitation in the 1982 
National Long-term Care Survey.

Mental and nervous disorders are also chronic nonlethal conditions 
seriously affecting quality o f life— especially in middle age. Blacks 
report a higher prevalence o f such problems between the ages o f 24 
to 64. At advanced ages the racial differential declines markedly.

The World Health Organization (1980) classification of impairments, 
disability, and handicaps describes the consequences of disease. Such 
consequences are particularly important for the elderly population 
inasmuch as the demand for long-term care services is driven by 
disability related to specific chronic conditions. Thus, a second important 
aspect o f the comparison o f black and white health differentials is the 
comparison o f these disease consequences— i.e., the disability and 
functional impairment they produce.

Disability is often measured by the number o f activities o f daily 
living (ADL) or instrumental activities o f daily living (lADL) that 
the person is chronically limited in performing. ADLs are assumed 
to be ordered according to their acquisition by a child during socio- 
biological development (Katz and Akpom 1976). To generate a global 
measure of disability we summed the number o f ADLs for which a 
person has impairments. The sex- and age-specific disability rates are 
represented in table 13.

The table records that community-dwelling elderly blacks at almost 
all ages, disability levels, and for both sexes report higher disability 
rates than whites. In general, the relative risks o f disability for blacks
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seem to be higher at ages 65 to 74 than at later ages, although the 
ratios are higher above the age o f 85— i.e., above age 85 over half 
o f community-dwelling blacks have some disability in contrast to
about a third o f whites.

An important factor in studying the health status o f the elderly is 
the interaction o f morbidity, disability, and low income. W e examined 
this factor using data from the Georgia Adult Health Services program 
where we had information on the health and functional status of 583 
persons over the age o f 65. This population represents a group of 
low-income elderly persons on Medicaid long-term care benefits who 
still resided in the community. Thus, it gives us a much more detailed 
look at the health and functional status of elderly blacks and whites 
in a high-intensity and long-term service use category. W e analyzed 
these with a procedure called grade o f membership (GOM) analysis 
(Woodbury and Manton 1982) that could identify subgroups among 
the population using a wide range o f disease and functional status 
measures. The population could be described by five basic health and 
functional status profiles. These are described in table 14.

The first group or profile has chronic obstructive lung disease and 
digestive problems, few chronic conditions, and is relatively free of 
functional dependence. This group is predominantly white, relatively 
young, and more likely to be male than the overall study population.

The second group has diabetes and heart problems, requires few 
services, but tends to have four ADL limitations. This group is 
relatively more black, heavily female, and older than the study population 
in general.

The third group has circulatory and urinary tract problems and the 
highest frequency o f dementia and psychological problems. It also has 
by far the largest number o f behavioral problems and the greatest 
range of therapeutic services used. It is also disproportionately nonwhite 
and has a high level o f ADL impairment.

The fourth group has the highest prevalence o f cancer, stroke, 
neurological disorders, and hip fracture. It has by far the greatest 
number of medical treatments and is the most bedfast. It is highly 
functionally impaired. It is not distinguished by race, though it is a 
heavily male group and relatively young.

The final group has sensory problems and arthritis, though few 
impairments, and requires few services. It is female and though by 
far the oldest group is somewhat more likely to be black. Given its
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extreme age but few explicit acute medical problems and no dementia 
(most o f its difficulties appear related to musculoskeletal conditions), 
it is representative o f relatively intact extreme elderly survivors.

In the first group o f “ young” elderly persons with few functional 
impairments and few chronic conditions, we found a disproportionate 
probability o f being white. Groups two and three with chronic conditions 
and significant frailty tend to be more heavily black while the fourth 
group, associated with serious acute medical problems that are medically 
intensive, is not distinguished by race. The fifth group o f extreme 
elderly with only moderate levels o f dependency and few acute medical 
problems is disproportionately black. The pattern o f association of 
race, functional limitation, and medical problems suggests that the 
distribution of serious acute medical problems (i.e., group 4) at advanced 
ages is not strongly differentiated by race, while the distribution of 
functional impairment over age is. This suggests that social and 
economic factors may be more important for low-income blacks using 
community-based Medicaid long-term care services than for whites. 
Whites may tend to use nursing homes more as a source o f care for 
the extreme elderly, frail person than blacks who apparently are retained 
in the community, possibly in an extended family milieu.

Risk Factors

Up to this point black and white differentials have been described in 
terms o f manifest morbid changes. An examination o f differentials in 
the distribution o f physical risk factors and health behavior will help 
to explain the pattern o f health problems currently observed and 
suggest the patterns o f health differentials that can be expected in 
the future. The risk factors discussed are (1) smoking, (2) obesity, 
(3) blood pressure, (4) serum cholesterol, (5) birth weight, and (6) 
health habits.

Smoking

Cigarette consumption is correlated with the risk o f many different 
chronic conditions— e.g., lung cancer, chronic obstructive lung disease, 
and heart disease. Table 15 contains the percentages o f blacks and 
whites who are current smokers for the period o f 1965 to 1983.
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The decline in the proportion o f those who smoke is rapid for both 
black and white males; although black males are still more likely to 
be smokers, the differential has decreased. The declines in the proportion 
of the population who smoke are less for females, and the current 
differential between black and white females (2.7 percent) is less than 
for males (7.9 percent). For black females overall, there has been 
relatively little change since 1965, although there are interesting age 
patterns that reflect cohort-specific smoking habits by sex. For females 
over the age o f 65, there has actually been an increase in the proportion 
of smokers— reduction in smoking for females has lagged 20 years 
behind that o f males (Harris 1983). W ith the lengthy latency o f many 
smoking-associated diseases, increases in the risks o f those diseases 
can be expected for a number o f years to come for females o f both
races.

Obesity

Being overweight is a risk factor for circulatory disease, both directly 
by increasing circulatory load, and indirectly by increasing the likelihood 
of hypertension and diabetes. Figure 4 records the percentage o f those 
obese by age, sex, and race.

The most striking feature o f figure 4 is the greater prevalence o f 
obesity among black females compared to white females. The rate o f 
obesity for black females is twice that o f white females above the age 
of 55. The high prevalence o f obesity explains why black females have 
high mortality and morbidity from diabetes. Black males also have 
a higher prevalence o f  obesity than white males. In the group aged 
55 to 64, black males have a 46 percent greater likelihood o f obesity. 
Above the age o f 65, black males have a 72 percent greater chance 
of being obese.

Hypertension

Elevated blood pressure is an important risk factor for stroke, renal 
failure, and heart disease. The race-specific trends for I960 and 1980 
in hypertension are shown in table 16.

The prevalence o f  hypertension has declined over the interval. Con­
sistent declines from I960 were noted for females, but not for males. 
For both white and black males the hypertensive proportion increased
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from I960—1962 to 1971—1975, and then declined. The recent declines
can be attributed to the initiation in 1972 o f national hypertension 
control programs (Robins and Baum 1981) which have been linked 
to a decline o f 15 percent in stroke incidence. Fully 80 percent o f 
the hypertension control efforts have been initiated since 1972 (Baum 
and Manton 1987). Still, the proportion o f persons with hypertension 
in the 1976-1980 period is 45 percent higher for black males and 
126 percent higher for black females.

Serum Cholesterol

Table 17 presents trends in the prevalence o f elevated serum cholesterol 
from i960 to 1980.

The overall trends in the percentage o f the population with elevated 
serum cholesterol have been downward for all groups except black 
males. Black males between the ages o f 35 and 64 show increases 
occurring from 1960—1962 to 1971—1974. Large declines have been 
occurring for older females o f both races.

Health Behavior

In the Alameda County study (Berkman and Breslow 1983) health 
behavior is prospectively linked to both morbidity and mortality. A 
summary measure o f health behavior called the “ health practices index” 
was used to present health habits for several types of health behavior 
(e.g., cigarette smoking, obesity, drinking, physical activity, and loss 
of sleep). The distribution o f these scores (and associated mortality 
rates) are presented for blacks and whites in table 18.

Blacks generally score lower on the health behavior index than 
whites (e.g., over 25 percent o f blacks score 0—2 versus 16 to 17 
percent o f whites). At most levels o f the health practices index, the 
mortality rates for blacks are higher than for whites, suggesting dif­
ferentials in other factors not represented in the index.

Infant Birth Weight

The infant mortality rate o f blacks is twice that o f whites. A  major 
risk factor for infant mortality is birth weight. While only 7 percent 
of babies have low birth weight, they produce nearly 60 percent o f 
all infant deaths. The proportion o f low birth weight (less than 2,500
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TA B LE  18
Age-Adjusted Mortality Rates from All Causes (per 100): Health Practices* 

Index and Race, Males and Females, Aged 30-69, 1965-1974

Number of low-risk 
health practices* Whites Percentage Blacks Percentage

MALES
0-2 15.9 17.2% 19.4 25.9%

(307)** (73)
3 10.7 32.4 10.0 39.0

(580) (110)
4-5 5.5 50.4 7.3 35.1

(900) (99)
Total 9.2 100.0 11.2 100.0

(1787) (282)
FEMALES

0-2 11.5 15.6 10.7 25.4
(307) (91)

3 6.6 31.7 11.7 37.3
(626) (134)

4-5 3.4 52.7 8.4 37.3
(1040) (134)

Total 5.8 100.0 10.3 100.0
(1973) (359)

• Cigarette abstinence, light or no alcohol use, at least moderate physical activity, 
sleeping 7—8 hours/night, average height and weight 
** Numbers in parentheses indicate N  values 
Soum: Berkman and Breslow 1983, 103 (table 3 -1 7 ).

grams at birth) babies has dropped less for blacks (from 13.8 percent 
to 12.5 percent) than whites (from 6.8 percent to 4.7 percent) from 
1969-1971 to 1979—1981. The prevalence of low birth weight babies 
remains over twice as high for blacks. The size o f this differential is 
consistent with the differential in infant mortality rates.

There is significant geographic variation o f the incidence o f low 
birth weight infants, probably due to socioeconomic differences between 
areas. The proportion o f low birth weight infants varies from 6.2 
percent in the west-north central regions to 8.0 percent in the mountains 
for whites in the period o f 1969 to 1971. For blacks the prevalence 
varied from 14.0 percent in the middle Atlantic to 12.4 percent in 
the Pacific regions. For blacks in the period o f 1979 to 1981 these
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proportions dropped to 13 percent in the eastern-north central to 11.1 
percent in the Pacific region.

In sum, blacks currently exhibit much poorer health potential than 
whites because o f significantly elevated risk factors. The elevation of 
major risk factors explains, in part, the mortality differentials observed 
earlier and suggests that health differentials will persist. They suggest 
the potential among blacks for improvement by intervention in the 
exposure to risk factors. Differentials in three risk factors— smoking, 
hypertension, and obesity— can be addressed by direct prevention 
activities (e.g., public education programs, increased clinical screening, 
and better disease management and control). Low birth weight is also 
clearly an important risk factor linked with socioeconomic and cultural 
factors affecting maternal health. Serum cholesterol and obesity reflect 
risk factors associated with nutritional status.

Health Service Utilization

Differential rates o f health service utilization represent an additional 
risk factor for poor health. In the past, health service utilization 
differed by race and constituted a major risk factor for poor health 
among blacks. Since nursing home utilization rates are lower for 
blacks, they become a special risk factor for the disabled elderly because 
current Medicare benefits do not include long-term care services. In 
this section, trends in three measures o f health service utilization—  
nursing home use, physician use, and acute hospital visits— are discussed.

N ursing Home Use

A significant factor in the generally higher disability rates for blacks 
in the community are the differentials in nursing home utilization. 
The racial differences from 1963 to 1977 by age can be examined in 
table 19.

Nursing home utilization is higher for whites than blacks, although 
the differential declines with time. In 1963 the nursing home rates 
for those aged 65 and older were 160 percent higher for whites. This 
differential declined to 60 percent by 1977. The differentials vary by 
age. For persons aged 65 to 74 the rate o f nursing home entry in 
1977 is actually higher for nonwhites— & result o f a trend that began
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TAB LE 19
Nursing Home and Personal Care Home Residents Aged 65 and Over and 

Number per 1,000 Population, According to Race: United States, 
1963, 1969, 1973—1974, and 1977 (data based on a sample of

nursing homes)

Year and age W hite All other Ratio

1963
65 years and over 26.6 10.3 2.6
65-74 years 8.1 5.9 1.4
75-84 years 41.7 13.8 3.0
85 years and over 157.7 41.8 3.8
1969
65 years and over 38.8 17.6 2.2
65-74 years 11.7 9.6 1.2
75-84 years 54.1 22.9 2.4
85 years and over 221.9 52.4 4.2
1973-74*
65 years and over 47.3 21.9 2.2
65-74 years 12.5 10.6 1.2
75-84 years 61.9 30.1 2.1
85 years and over 269.0 91.4 2.9
1977**
65 years and over 49.7 30.4 1.6
65-74 years 14.2 16.8 0.8
75-84 years 70.6 38.6 1.8
85 years and over 229.0 102.0 2.2

* Excludes residents in personal care or domiciliary care homes
♦♦ Includes residents in domiciliary care homes

For data years 1963 and 1969, Hispanic origin was not designated; therefore, 
Hispanics may be included in either the white or all other category. For data years 
1973-1974 and 1977, Hispanics were included in the white category.
Source: National Center for Health Statistics 1984, 116 (table 55).

in 1963. This, along with the higher disability rates at ages 65 to
74 (table 13) suggests higher disability rates for all blacks (i.e., in 
both the nursing home and community populations) at younger ages. 
Such a trend toward institutionalization among blacks at ages 65 to 
74 may also suggest deficits in the provision o f long-term care services 
which, more recently, has tended to focus on improving the delivery 
of long-term care to persons in the community to reduce the risk o f 
institutionalization where possible and thereby possibly improve social 
autonomy and quality o f life among the elderly.
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Above the age o f 85 whites ate twice as likely to be institutionalized 
as nonwhites, which explains part o f the higher prevalence o f disability 
in the community for blacks over the age o f 85. Even when the 
disabled and institutional populations are summed, however, a greater 
proportion o f blacks (about 65 percent) are functionally dependent or
institutionalized than whites (57 percent).

In assessing the implications o f the higher black disability rates it 
is important to know the contribution o f different medical conditions 
to disability. For example, cognitive impairment and dementia pose 
special management problems for informal care givers in the community, 
raising the likelihood o f institutionalization. To know if black-white 
differences in institutionalization are appropriate requires detailed analyses 
o f what particular medical condition produced the disability in elderly
black and white populations.

Physician an d H ospital Visits

Table 20 records the interval since the last physician visit and the 
discharge rates, days o f care, and average length o f stay by race for 
1964, 1977. and 1982.

The table shows a large increase (from 56 to 73.3 percent) in the 
proportion of nonwhites who visited a physician in the last year. In 
1982 the proportion o f nonwhites using a physician was roughly the 
same as for whites. White hospitalization rates (age adjusted) dropped 
between 1964 and 1982, while rates for blacks increased significantly. 
The levels o f hospitalization are higher for blacks for 1982, reflecting 
greater black mortality.

Though the greater morbidity o f blacks causes blacks to consume 
greater amounts o f health services (except for nursing homes) than 
whites, blacks still have much lower life expectancy than whites and 
higher mortality rates for conditions operating very early on in life 
(like infant mortality) which cause much premature mortality. Thus, 
the health services blacks receive are still failing to respond adequately 
to a variety o f medical problems. The greater consumption of health 
services produces economic burdens on state and federal health programs 
in that a large proportion o f health services provided to blacks must 
come from Medicaid and other government programs because o f blacks’ 
poor economic status. For example, among blacks only 49.3 percent 
have full-year private health insurance compared to 68.7 percent for
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whites. For blacks, there is a greater dependence on Medicaid insurance 
(22.6 percent) than for whites (3.7 percent) (U.S. Public Health 
Service 1985).

Conclusions

In recent years, large gains in life expectancy and improvements in 
health status have been noted for the American population, including 
gains in life expectancy at advanced ages— a historically unique phe­
nomenon. In this article, we have examined the differences between 
American blacks and whites on a number o f parameters o f health, 
including life expectancy, morbidity, disability, and underlying risk 
factors. From that evaluation, a number o f inferences can be drawn. 
One immediate inference is that more studies o f black-white health 
differences are needed, especially for the elderly. Particularly limited 
were data from longitudinal, community-based epidemiological studies 
which often contain little or no data on blacks (e.g., the Framingham 
study). A second inference is that from a policy standpoint health 
resources probably are not optimally distributed in terms of closing 
the racial gaps in health.

Though both blacks and whites exhibited increases in life expectancy 
and health improvements, blacks remain significantly disadvantaged 
on a broad range of health measures. The health differentials could 
be traced to a number o f different factors. Exposure to risk factors 
contributed to a higher incidence o f certain chronic diseases. Among 
these risk factors were cigarette consumption, alcohol consumption, 
socioeconomic differentials, differences in sexual and reproductive be­
havior, nutritional and dietary differences, hypertension, and obesity. 
These factors produced excess risk for cancer, stroke, cardiovascular 
disease, diabetes, cirrhosis, and infant mortality. In terms of premature 
or excess deaths, the greatest impact is found for chronic conditions 
between the ages o f 45 and 70.

Although the emphasis in many federal minority health programs 
is toward improving infant and maternal health, our analysis suggests 
that more attention needs to be given to reducing chronic disease risk 
factors for minority populations. This point received emphasis from
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our examination o f black and white population projections which 
showed that, while the black population will remain significantly 
younger than the white population, both populations will undergo 
considerable “aging** and that the differences in age structures will 
lessen. Clearly, Medicare health benefits do not fully resolve the special 
health problems o f black elderly— especially long-term care service 
needs and provision o f health benefits at younger ages that could 
significantly affect the health o f the future black elderly.

The most important factors that have an impact on the life expectancy 
of individuals are infent mortality, heart disease, accidents, and homicide. 
In the analysis o f risk factors, there appeared to be specific high-risk 
segments of the black population with high rates of alcohol consumption, 
smoking, and homicide. Thus, part o f the black-white differential 
seems to be attributed to specific groups in the black population with 
multiple risk-factor exposures. For example, to the extent that intravenous 
drug abuse is relatively higher in black young adults, deaths due to 
dmg overdose, AIDS, and hepatitis will be growing problems in this 
population.

Though there are many black subpopulations with high exposure 
to major risk factors, black excess mortality exists despite a considerable 
exposure to these same risk factors in the white population. An 
assessment o f excess mortality using an absolute health standard (i.e., 
SHE) shows about as much excess mortality among whites as blacks. 
The black excess, however, seems to be concentrated at younger ages 
produced in subpopulations by conditions (e.g., infant mortality, 
homicide, drug use) that are more sensitive to the lower socioeconomic 
status o f blacks.

One major uncertainty, o f course, in attributing this excess early 
disease risk to risk-factor exposures is the degree to which the early 
risk differentials are a product o f genetic differences. There are certain 
well-known genetic factors (e.g ., sickle cell trait) that contribute to 
black-white health differentials. The degree to which there are more 
diffuse, but highly prevalent genetic differences in the determinants 
of, say, hypertension or obesity (leading to increased circulatory-disease 
mortality risks for blacks) is currently not known, though there seems 
to be some cross-national evidence to support the existence o f such 
factors; efforts to explain fully differences by purely socioeconomic 
factors in longitudinal studies seem not to be successful.
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Furthermore, a major contributor to black excess mortality for 
certain diseases (e.g., cancer) is poorer quality medical care. For 
example, even after controlling for many individual and disease char­
acteristics (e .g ., stage o f disease), there remains an elevated case fatality 
rate for blacks for many types o f cancer. Black life expectancy continues 
to remain lower and mortality rates remain higher for many treatable 
conditions, even though the absolute volume o f acute care services 
delivered appears to be similar in the two populations.

In addition to deficiencies in the medical services delivered to 
blacks, public health educational programs also are not apparently 
adequately reaching the black population. For example, black attitudes 
toward disease, treatment, screening, and outcome may significantly 
affect their help-seeking behavior— especially with economic constraints. 
Black case-fatality rates often are higher than white rates because 
diseases are generally presented for treatment at much later stages and 
because there is lower compliance with treatment. Because of higher 
case-fatality rates at earlier ages, there appears to be a lower prevalence 
of multiple chronic conditions reported at advanced ages for blacks, 
though black disability rates at those ages are higher.

Health service utilization data (especially on hospitalization) show 
the economic consequences o f the poorer health o f blacks. Since blacks 
have lower income and less private insurance coverage (U.S. Public 
Health Service 1985), they are more likely to utilize governmental 
sources o f health care— especially Medicaid. Thus, the potential benefits 
o f government intervention to improve the relative health status of 
blacks at multiple levels (i.e., prevention, education, improvement 
o f acute and long-term care services) seems large. It is important to 
realize that while generating economic equality might require tax and 
other governmental policies to more equitably redistribute wealth, 
population health status is not a “ zero-sum" game. That is, the health 
o f the black population could be improved relative to that of the 
white population without in any way adversely affecting the health 
status o f whites.

In conclusion, the differentials in health between blacks and whites 
are pervasive and longstanding, despite recent advances in black life 
expectancy. The reasons for this are numerous, and the prescriptions 
for change are to a large extent long term. Nonetheless, it appears 
clear to us that unless federal policy takes into account such factors 
as the relation o f lower education and socioeconomic status to em­
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ployment, health insurance, and access to quality medical care, as 
well as the detrimental impact o f drugs, alcohol, and handguns on 
the health o f young blacks, the plight o f blacks relative to whites is 
not likely to improve. Given the direct and indirect economic con­
sequences o f allowing such health differentials to continue, a failure 
to reallocate federal and state resources to alleviate racial health d if­
ferentials seems to be unjustified in fiscal as well as humanitarian 
grounds.
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