- RESEARCH ARTICLES.

N

Relationship‘betWeen Premature |
Mortality and Socioeconomic Factors in
Black and White Populations of |

US Metropolitan Areas

RIGHARD S. COOPER, MD* SYNOPSIS

Joan F. KENNELLY, ‘MPH, PuD® : _ .
RaMON DURAZO-ARVIZU, PHD® Objective. This ecologic study examined the association of mortality with
Hyun-Joo On, MS® _ socioeconomic indicators of inequality and segregation among blacks and
GEORGE KaPLaN, PHD® , younger than age 65 in 267 US metropolitan areas. The primary aim of the *
Jomn Lync, PAD® analysis was to operationalize the concept of institutional .racism in public h

Methods. Socioeconomic indicators were drawn from Census and vital statis- "
tics data for 1989-1991 and included median household income; two measures:.
- of income inequality; percentage of the population that was black; and a
" measure of residential segregation. ) :

Results. Age-adjusted premature mortality was 81% higher in blacks than in
whites, and median household income was 40% lower. Income inequality, as
measured by the Gini coefficient, was greater within the black population (0.45
than within the white population (0.40; p < 0.001). To confirm that the proxy
socioeconomic variables were relevant markers of population health status,
regression analysis was performed initially on data for the total population. T
variables were all independently and significantly related to premature mort
(p = 0.01; R? = 0.74). Income inequality for the total population was signifi
correlated with premature mortality (r = 0.33). Black (r= 0.26) and white (r =
population-specific correlations between income inequality and premature

miortality, whilé still significant, were smaller. Residential segregation was signi
cantly related to premature mortality and income inequality for blacks (r = 0.38
both); among whites, however, segregation was modestly correlated with prema-
ture mortality (r = 0.19) and uncorrelated with income inequality. Regional analyses
demonstrated that the association of segregation with premature mortality was
much miore pronounced in the South and in areas with larger black populations.
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. Conclusion. Social factors such as income inequality and segregation strongly
influence premature mortality in the US. Ecologic studies of the relationships
_among social factors and population health can measure attributes of the ocia
context that may be relevant for population health, providing the basis foi
imputing macro-level relationships. ' '
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_ s'generally recognized that the health of popula—
t10ns is determined primarily by the structure and

fic knowledge and technological capacity as well as
operating social values. In the United States, the black
population is at higher risk than the white population
by most measures of morbidity and mortality, with
disparities between black and white groups for some
indicators reaching two- and threefold.! Although
these disparities have historically been ascribed to dif-
'ferences in socioeconomic status (SES), the complex
mechanisms by which social advantage or disadvan-
tage influence health are not well understood..As re-
earchers attempt to unravel these complexities, it is
important that the characteristics of individuals not be
solated from the social settings into which they were
orn and in which they have lived out their lives.
While the effects of social processes may be mediated
y individual factors and characteristics, they prima-
ily operate at the local geographic level, where they
re embedded in the socially structured relat10nsh1ps
hat affect the population as a whole.2?
Unfortunately, conceptual clarity on the routine
d uniform collection of SES data does not exist
jithin the. social science research community, creat-
ng difficulty in the interpretation of studies address-
SES. Likewise, variation in the strength of predic-
ors of SES differentials in health and sometimes in
ie direction of the relationship have been found to
e related to how SES is defined, the outcome of
nterest, the age and gender of the cohorts, and the
graphic regions under study.**? While the pres-
nice of a relationship between SES and health has
¢mained consistent over time, notable changes have
(en place in risk profiles and causes of morbidity
d mortality across social strata. Given this complex-
¥; SES should be measured at various levels and along
everal dimensions.

Racial/ethnic differentials cannot always be satis-
actorily attributed to SES or social class as it is rou-
niely measured through education, income, or occu-
pation.! A number of researchers have argued in favor

onal racism in studies of race and health.’*'5 As a
Oncept, institutionalized racism facilitates the identi-
fication of structural impediments and promotes the
exploration of disparities within a social structure.
Racial segregation across a number of domains such
as education, residence, and occupation has been the
hallmark of institutionalized racism in the US. The
landmark study by Yankauer demonstrated i increasing

atlon in New York City in the 1940s.¢ In the last

rganization of a society, including the level of scien-

f including measures of interpersonal and institu-

imortahty rates for blacks with rising residential segre- -

decade, interest in the association of residential segre-
gation and health has increased dramatically. McCord
and Freeman found standardized mortality ratios for
blacks in Harlem to be two to three times as high as
those of whites, and significantly higher than for other -
blacks nationally.” A recent study based on survey data
from 39 US states suggests that racism 'measured as an
ecologic characteristic is associated with elevated mor-
tality for both blacks and whites.” The white infant
mortality rate in two of the most segregated cities in
the country was found to be twice the rate for white
infants in any other city,® and the black- white gap in
infant mortality has been found to be narrower in less
segregated cities.®

While there is no clear agreement on the basic
social determinants of health, or on what intervening
pathways produce their effects, there is a growing con-
sensus that these broad social processes play a critical
role in shaping population health. The present eco-
logic study examines the relationships among indica-
tors of SES and institutionalized racism, including
measures of income inequality and residential segre-
gation, and their influence on patterns of premature
mortality (< 65 years of age) for black and white popu-
lations of metropolitan areas of the US.

METHODS

Data sources

The data used for these analyses were obtained from a
variety of US government sources, as described in pre-
vious publications.’!® The National Center for Health
Statistics provided a data file consisting of data on
deaths, population counts, the racial composition of
neighborhoods, and household income for the years
1989-1991.

Data were initially obtained on the 282 Metropoli-
tan Statistical Areas (MSAs), as defined by the Office
of Management and Budget, which correspond to the
largest cities and surrounding economic areas. These
units ranged from the New York City metropolitan
area (population = 18 million) to Enid, OK (popula-
tion = 57,000); the average population size of the MSAs
was 610,000 accordxng to the 1990 Census. The popu-

-lation included in the 282 MSAs represented 73% of

the US population in 1990. The complete set of vari-
ables of interest was available only for the “white” and
“black” populations. Analyses of the total population
were based on data for blacks, whites, and all other
racial/ethnic groups combined. Co
A dataset was created containing the values at the
MSA level for the study variables, i.e., mortality rates,
median household income, indices of income inequal—
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ity and residential segregation, and percentage of the
population that was black. The data that were ana-
lyzed therefore represent an average (e.g., household
‘income) or a proportion (e.g., percent black) for each
of the MSAs. Inspection of the data revealed that 15
MSAs had missing or implausibly extreme values for
the calculated variables, and the analytic dataset was
accordingly reduced from 282 to 267 MSAs.
Exploratory analyses confirmed the general finding
in the literature that the relationship between SES
measures and mortality is greatly attenuated in the
older age group; thus the mortality outcome indicator
chosen was mortality of individuals younger than age
65, referred to as “premature mortality.” Using US

Census household income data, we measured eco- .

nomic inequality with two indices: the share of income
going to the lower half of the income dlStrlbuthIl and

the Gini coefficient. These measures were highly cor-
related (r=—0.93 for whites and r = —0.97 for blacks) .

and gave equivalent results in all analyses. The Gini
coefficient, based on a Pareto distribution, was chosen
to be consistent with other studies in this field. The
Gini coefficient ranges from 0 to 1 and represents the
degree of unevenness with which reported income is
distributed among households, with the lowest pos-
sible value (0) reflecting complete equality and the
highest (1) inequality.

~ Residential segregation was measured using an in-
dex of dissimilarity, representing the unevenness of

the black-white racial distribution of households by .

Cerisus tract, and a single measure of residential seg-
regation was generated for each MSA.'® This indicator

also has a range from 0 to 1, with the maximum value _

reflecting complete segregation.
Since we anticipated that the relationships among

exposure and outcome variables might vary across .
groups of MSAs stratified by population size and loca- -

tion, variables for population size and location were

kept in the final dataset (i.e., the proportion of the |

population that was black and the Census deﬁned geo-
graphlc region of the US).

Analysis strategy

As noted, the’ primary purpose of' the study was to
identify the extent to which the observed relationships
between premature mortahty and socioeconomic indi-
cators were consistent with institutional racism, as re-
flected in the known historical pattern of economic
discrimination and housing segregation experienced
by black Americans.”® The analysis strategy, therefore,
sought to capture the patterns relating variation in pre-
mature mortality to income inequality and segregation,
i.e., to identify the extent to which these proxies for
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" institutional racism were associated with premature

incomes, and MSAs in the South would be expected to
‘have both lower median incomes and larger ppercent

tion in 1990. We next performed race-specific ar

. that included median household income an:

mortality and whether these relationships were popul
tion-specific (i.e., more pronounced for the black . pop
lation than for the white population). We recogruzed
that each of these measures of inequality and s greg:
tion is a composite indicator, removed from its social
context and causal processes by several levels ofa averag:
ing and abstraction. Thus, residential segregatlon reps
resents the average result of a range of social | policies,
from discrimination in the mortgage market to zomng
laws. Likewise, the income variable is averaged at the
level of the MSA. Each of these factors operates wi
a specific geographic context, where, for exaniple; so
cial services might mitigate or aggravate its effe‘ct

Geographic variation across this' sample of ; popu
tion units was expected to create some colinearity
the exposure variables. For example, MSAs with larg
populations would be expected to have greater'median

ages of black residents than MSAs in other region
the country. To investigate this question, we fi
ducted multivariate regressmn analysis to de_errn
whether the socioeconomic variables were 51gn1ﬁcantl'
and independently associated with premature:mort
ity. Subsequently, we examined the exposure variabl
individually to determine the pattern of the relatio
ships between these variables and each of the oth
exposure variables and premature mortality, :

e.g., using black premature mortality rates in

gree of inequality in the income distributio
blacks, as measured by the Gini coefficient. The sa
values for segregation and percent black were: used

tions had distinctly different patterns of i 1nter
ships of the factors considered, or whether: .
bined population pattern was the determlnmg‘proce
The third step was to explore whether these inte
relatlonshlps differed across the strata defined. by are
size, percent black, and geographic region. 1.

Calculauons were performed in Stata, Version 6. 0

RESULTS |
Findings from the descriptive analyses were as expecte
for all measures. Age—adjusted mortality among “black
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Table 1. Distribution of socioeconomic variables and premature mortality, 267 Metropolitan Statistical Areas,

~ White Black Total population ‘
Mean SD Mean SD Mean sD ' i
Age j‘djusted premature mortality 245 . 30 444 100 _J_/E 264 A
per, 100,000 population, 1990 B
Medlan household income (dollars) 29,837 4,568 18,471 4,909 28,039 4,414
Income inequality? 0.40° 0.02 0.45 0.04 0.41 0.03
Income share to lower half of population 0.22 0.01 0.19 0.03 0.22 0.02
Segregatxon index® o — — — — 620 . 12
Percent black ' — — — — 10.5 9.9
oefficient )
ex of dissimilarity
standard_deviation v
within the white populétion, as was the share -of in-

come received by households in the lower half of the
income distribution. While the absolute racial differ-
ences for these indicators do not appear to be large,
‘when the more stable white estimate is taken as the ;
reference, the black-white difference corresponds to ok
about two standard deviations, again demonstrating
two separate distributions (Figure 2). The Gini coeffi-

<65 ears old in 1989—1991 was 81% higher than among
vhites (Table 1). The median income among black
households for the study years in this sample of MSAs
was40% lower than among white households. As shown
in Figure 1, the income data for black and white house-
olds clearly come from different underlying distribu-
: Income inequality, as indicated by the Gini coef-
it, was higher within the black population than

Flgure 1. Distribution of median income for black and white households, 267 Metropohtan Statistical Areas

(MSAs), 1990
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Figure 2. Distribution of income mequallty, as measured by the Gini coeffi cnent, for the white and black

populations, 267 Metropolitan Statistical Areas, 1990
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cient across all MSAs ranged from 0.35 to a maximum
of 0.50.

The average dissimilarity 1ndex for racjal housing
patterns was 62%, with a range from 31% to 87%,
confirming that most blacks in these MSAs live in
highly segregated neighborhoods.

In a population-weighted multivariate model that
included median household income, income inequal-
ity as measured by the Gini coefficient, degree of seg-

- regation, and percent black, each of these indepen-

Table 2. Results of regression model using data on socioeconomic varlables and premature mortallty for

267 Metropolitan Statistical Areas, 1989-1991

- whites as the outcome variable, the segregation

tors, the magnitude and direction of the relatmnshlps
varied. In models with premature mortality rates among

was no longer related to premature mortality (p
the relatlonshlp between premature mortality a

Variable ;o Coefficient SE o p

Median household income | ~1.12 0.24 ~0.0001
Income inequality? . 4.09 0.50 - 0.0001
Segregation index® ) - 0.z28 0.1 0.015
Percent black o : 2.98 0.15 ‘ 0.0001

NOTE: Model R2 = 0.74
2Gini coefficient

BIndex of dissimilarity
"SE = standard error
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ther predictors remained highly significant (p <
10.001). When premature mortality among blacks was
e outcome, the association between premature mor-
tahty and median household income became positive.
p< 0.001), while the associations with other predic-
ors remained significant with the same sign as in the
otal population model. This inconsistency in the analy-
es’among blacks resulted from concordance of higher
mortality with higher income in the very large metro-
,vpoylli.tan areas. In all of the models, the relationship
_between percent black and premature mortality re-
“'mained highly significant for both whites and blacks.
' The R? for the race-specific models declined from the
valie of 0.74 that was observed for the total popula-
tion to 0.45 for blacks and 0.35 for whites.

The pattern of inter-relationships among the indi-
cators was expected to be multi-dimensional and to
include some effect of stratification by area size, re-
gion, and percent black. To avoid the constraints of
assumptions that are required for multivariate model-
iné;_- pair-wise correlations of each of the relationships
were examined separately. While this approach intro-
duces the potential error that may arise from making
multiple comparisons, the main goal was to identify

thé populations. Among these possibilities were that
income inequality would be an important correlate of
premature mortality for both whites and blacks while
residential segregation would have a stronger associa-
tion with premature mortality among blacks. The
ultivariate results were subsequently examined for
comsistency in relation to the multivariate models above
and in the stratification analysis that follows. Correla-
tions in which the absolute value of r was < 0.2 were
‘ignored as inconsequential.

Premature mortality rates among blacks and whites
weré only moderately correlated (Table 3; r = 0.4).
Variation in mortality in the two populations was asso-
ciated with variation in population-specific median
income (r = ~0.3) and inequality (r =~ 0.2). While
median household income among blacks and whites
was reasonably correlated (r = -0.6), premature mor-
tality among blacks was not associated with median
income for white households. As anticipated, the pat-
tern of relationships associated with the segregation

: The association between premature mortality and
segregation was twice as strong for blacks (r= 0.4) as
for whites (r = 0.2), and both median household in-

strongly related to segregation among blacks than
-among whites. The percent of the population that was
black, which in this dataset is a marker of both geo-

patterns—i.e., sets of relationships—within and across '

index showed the greatest heterogeneity between races. '

come and the degree of income inequality were more ‘
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graphic region and population size, was associated
with higher mortality for blacks and whites, greater
overall income inequality, and greater segregation.
Some of the socioeconomic variables in this study
are highly correlated with one another, as seen in the

. correlation matrix (Table 3). If these variables are also

interdependent, using them in a large multivariable

" analysis in an attempt to adjust for confounding would

likely result in an unstable model and fail to assign the
proper value to the variables of interest. Given that

“population health is an interdependent and contin-

gent state, rather than the sum of independent risks,
the utility of adjusting for confounding in the analysis
of broad social forces to determine the underlying
process can be questioned. Multivariate modeling can
control for confounding, but may be better suited to

- identifying residual effects than isolating primary causal

pathways. This problem arises in part because some of
the factors may lie upstream to others, or some may
have different relationships in different strata, and

‘these effects can be hard to identify in regression

models. Stratification can help disentangle related
processes using fewer assumptions. We first used the
nine regional categories defined by the Census Bu-
reau as the basis of stratification. We next divided the
cities into tertiles based on the percent black and the
population size to re-examine the pattern of relation-
ships among the variables. A :
Inspection of the data stratified by region of the US
suggested that the South varied from the rest of the
country. When the regions were rank ordered on the

“basis of the percentage of the population that was

black, thereby recapitulating the historical migration
of the black population out of the South, a clear pat- -
tern emerged in the association between segregation
and premature mortality (Table 4). In the regions
where blacks represented more than 10% of the popu-
lation, all of which were in the South, premature mor-
tality and segregation were consistently related. These
regional contrasts were also observed in the degree of
segregation. ‘
We next divided the cities into tertiles based on the

~ percent black and the population size to re-examine

the pattern of relationships observed in Table 4. A
clustering of larger correlations in the set of variables
that included income inequality, segregation, and pre-
mature mortality was again seen in areas with higher
percentages of black residents; correlations among
these three variables ranged from r=0.14to r=0.19 in
the lowest tertile and from r = 0.34 to r = 0.55 in the
upper tertile. In all the metropolitan areas in the up-
per tertile, more than 11% of the population was black.

. A similar, albeit less consistent, pattern of correlations
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per 100,000 Median household = .
population, 1990 income, 1990 - Inequality®

Variable White Black White Black White  Black Total
Age-adjusted

premature mortality

per 100,000

population, 1990 - v

White : —

Black _ 0.44
Median household

income, 1990

White ' -0.32 0.04 .

Black -0.34 -0.30 0.56
Inequality? ' ,

White 020 021. -030 -0.27

Black - 0.5 026 = -0.17 -0.64 -0.16

Total 0.33 032 -0.26 =041 . 091 0.29
Segregation ‘ A o o

index,? 1990 0.19 0.38 0.16 -0.25 —0.06 0.38 . 0.08
Percent black 0.28 033 016 - -023 -0.00" 0.14 0.36"
Population size . 0.01 0.14 0.45 0.23 - 012 0.01 0.11

1 989-1 991

Age-adjusted
premature mortality

PN AT

ST,

"', NOTE: Overall r= 0.12, p = 0.05
-- 2Gini coefficient '

bndex of dissimilarity

was observed in the comparison of the lower and up-
per tertiles based on population size (data notshown).

DISCUSSION

Based on this sample of 267 MSAs we confirmed ear
lier findings of the importance of median household
income and income inequality as correlates of prema-

ture mortality risk, and extended these observations
by including the impact of racial segregation and by

conducting race-specific analyses that examined the
black and white populations separately. Economic
measures—namely, median household income and
income 1nequahty—were associated with premature

| “mortality at the level of r= 0.2 to r= 0.3. Residential

segregation was also significantly associated with pre-
mature mortality, although more strongly among blacks

~ than whites; this association was strongly influenced a

by those geographic areas of the country that had
proportionately larger black populations, i.e., the South
and the larger MSAs. Both the percentage of the popu-

‘PuBLIC HEALTH REPORTS / SEPTEMBER—OCTOBER 2001 / VOLU,I‘\(_I”J 116

 lation that was black and income 1nequa11ty we

- and when more than 10% of the population was black ]

€O
51stent predictors of- premature mortahty for‘blacks

course, cannot be supported by direct eviden
the present study

dential segregatlon was not 51gn1ﬁcant for whlte_ “Also;
as noted, blacks in larger MSAs had higher mediaii
incomes and higher mortality than blacks in: ‘other
MSAs; when this association was weighted by popula-
tion size the negative correlation between 1ncome/and _
mortality in the sample of smaller MSAs was:elimi-.
nated. The greater impact of segregation in the; South:
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Statlstlcal Areas, 1989-1991.

Table 4, Reglonal variation in the relatlonshlp between segregation and premature mortality, 267 Metropohtan

Correlation of Correlation of

premature mortality inequality with
Percent Segregation with segregation: segregation:

black index? black population overall
200 66 0.73 1 0.36

18 64 0.53 0.41 -
14 : 60 0.40 0.51
_ 9 70 0.51 0.33
“Middle Atlantic 5 ' 70 . 049 0.20
North West 4 59 031 .-~ 0.08

New England 3 56 0.35 0.48 -
i 3 52 0.26 0.07
2 49 0.19 0.23

ex of dissimilarity

con51stent with an effect of concentrated poverty, as
gested by Massey.” Collins and Williams observed a
ilar association between social isolation and mor-
lity for blacks and whites that was more pronounced
| MSAs with a high index of dissimilarity.*’ The strongly
egative social consequence of segregation needs to
e investigated directly in order to understand these
observations.

- We did not attempt to quantify the size of the im-
act of the social factors on premature mortality. In-
ferring the attributable risk for premature mortality
sociated with low income and segregation from cross-
ctional data would be difficult. However, the find-
gs are consistent with ongoing national trends to-
ard increasing educational and geographic disparities
SES inequalities increase.?-* US vital statistics, for
xample, demonstrate that the rate of decline in all--
ause mortality over the decade from 1985 to 1995 was
5% among individuals with education beyond high
hool, compared to 7% among those with only a high
hool degree or less. Likewise, the largest black:white
mortality ratios were found in federally designated
‘core urban areas (i.e., a mean of 1.6 for core urban
reas vs a mean of 1.4 for rural areas in 1995-1997) .2
recently reviewed by Massey, these large US cities
re now uniformly characterized by hypersegregation,
phenomenon that had been restricted to rural areas
f the South in the first half of the 20th century.” The-
‘cross-sectional relationships we report are therefore
likely to be a major component of the process shaping
“current SES differentials in health.

" Increased interest in the relationship between health
nd social factors has highlighted. the importance of
.using appropriate methodological approaches. Analytic
“models should represent to the degree possible the

dynamics of the processes generating the data, and the
selected variables, whether individual, multilevel, or
ecologic in character, must correspond to the research
question being asked for a particular level-of analysis.
Ironically, while ecological studies are often‘thought to
suffer from significant group-level confounding, and

‘are therefore viewed with skepticism, the primacy of

the “individual” in epidemiologic research has allowed
the social construction of variables that are attributed
to individuals to be ignored. The individualist frame-
work sees race and ethnicity (as well as class and gen-
der) as individual attributes rather than charactensﬂcs
embedded in institutional structures.?*

Given that the individual and ecological context
levels are distinct, their properties and characteristics
cannot be entirely predicted by each other.®* In study-
ing social, economic, and cultural features of Glasgow
neighborhoods, MacIntyre and her colleagues dem-

- onstrated that although individual social class may be

correlated with where one lives, the specific features
of the areas themselves are independently related to
population morbidity and mortality.- Among others,
these features included: networks of social support,
crime rates, quality and tenure of housing stock, and
neighborhood reputation.”® Social context has also
been found to exert independent effects in studies
relating to violent crime;® initiation of intercourse

- and contraceptive behavior,*® and physical activity,”

among other subjects. At the state level, in analyses .
adjusted for health service variables, structural charac-
teristics across social, economic, and political dimen-
sions were found to account for a significant propor-
tion of the variance in infant, neonatal, and
postneonatal mortality rates.”” Kunst and Mackenbach

found that variations in premature mortality within

Q.PUBLIC HEALTH REPORTS / SEPTEMBER—OCTOBER 2001 / VorLuME 116




i
3

472 'O RESEARCH ARTICLES

-

and between countries were partially explained by dif-
ferences in the egalitarianism of social and economic
policies, as indicated by measures of education and
occupation.” After controlling for baseline health sta-
tus, a follow-up study in the United States found sig-
nificantly elevated risk of mortality across several causes
of death for people ages 25-54 years residing in pov-
erty areas.* These studies contribute to the mounting
evidence that health outcomes cannot be explained
solely by individual characteristics and present chal-

- lenges to further identify and disentangle the underly-
‘ing causal social forces.

In the present study, income inequality and segre-
gation were taken as proxies for a complex set of
social relationships that are structured by and reflec-
tive of daily experience. While the specific characteris-
tics of these relationships change with evolving social
conditions, their essential purposes remain. For ex-
ample, as noted, intense residential segregation was
once a feature primarily of the rural South but was
recreated under new conditions in urban centers of
the North." The social role of racial discrimination in
these regions varies but shares the same function of
undergirding high levels of economic exploitation.
Some component parts of these relationships are ap-
parent on the surface, corresponding to the distribu-
tion of income, schools, and housing opportunities;

others are hidden beneath the surface of the social °

system, e.g., the fact that white privilege is inherent
(regardless of class) and that meritocracy remains a
myth within our social structure.®* Although it has
been argued for more than a century that racism is a
major contributor to the poor health of the black
population in the US, scientific tension continues to
revolve around etiology and around whether an indi-

vidual or a societal approach would be most effective

in redressing these disparities.

What value do the observations in the present study
have to public health? It has been suggested that the
method of inquiry in social science is different from
that used in biology.®” Social scientists, in this view,
proceed from a theoretical framework, make observa-
tions about historical events, and attempt to give these
events meaning. In biology, on the other hand, the
scientist uses empirical methods to gather facts, in
order to discover ‘truths about the natural world. On
further reflection, however, it is clear that the distinc-
tion is illusory, created not by inherent properties of
these disciplines but by their socially defined function.
Biological facts and associated generalizations do not
exist independent of our ability to observe them, the
questions behind the experiments that create them,

-or their utility as tools or explanations. The interpreta-
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-privilege.*#®4 We found that the percentage of the,v'

often suggests that change must occur primarily at

. 4. Jenkins CD, Tuthil RW, Tannenbaum SI, K1rby CR. Zones

tion of social forces is likewise contingent oi
scriptive resources and prior assumptions and
eses. In both cases, the observed “truth” or the iny:
puted “meaning” do not belong to some external reahty' .
but signify relauonshlps in a socially determi
text.

Discrimination and racial segregaﬂon are |
marks of institutionalized racism in this country, which -
has been one of the most important hlstoncal deter.»f
minants of the distribution of resources, power and

population that is black and income 1nequahty:: ere .
significant predictors of premature mortality. m'both :
blacks and whites, and segregation was strongly associ- -
ated with premature mortahty for blacks. The
tionships conform to the view that racism is a n
influence on the health of all members of -
Unfortunately, the US debate about the causes.’
cial differentials in health is all too often focuse
individual-level attributes; this overly restrictiv

individual level. Clarifying the theoretical assum
and hypotheses that shape this discourse wi
distinguish between inquiry that justifies existing
ditions and inquiry that broadens our understandirig
of these observations to promote change and 1rnprove
populatmn health.

REFERENCES .

1. Cooper RS. Health and the social status of blacks in
United States. Ann Epidemiol 1993;3:187-44.
2. Wright EO. The class analysm of poverty. Int] H alth
Serv 1995;25:85-100.
3. Tienda M. Poor people and poor places: dec1phenng ;
neighborhood effects on poverty outcomes. Dernogr
Perspect 1996;244-62.

of excess mortality in Massachusetts. N Engl ] Med 1977
- 296:1354-6. ' v s
5. Robinson ]J,Kelley J. Class as conceived by Marx:
Dahrendorf: effects on income inequality and politics

in the United States and Great Britain. Am Sociol:R
1979;44:38-58.
6. LaViest T. Linking residential segregation to the in
" mortality race disparity in U.S. cities. Soc Sci.Res
1989;73:90-4.
7. McCord G, Freeman HP. Excess mortallty in Harlem

. NEngl] Med 1990;322:173-7.

8. Arber S, Ginn J. Gender and inequalities in healtlun
later life. Soc Sci Med 1993;36:33-46.
9. Polednak A. Trends in U.S. urban black infant mortahty
by degree of residential segreganon Am J Public Hea_’ch
1996;86:723-6.
10. Herrick H. The association of poverty and re51dence m

-




“PREMATURE MORTALITY AND SOCIOECONOMIC FACTORS IN BLACK AND WHITE POPULATIONS < 473

predominantly black neighborhoods with the occurrence
of preterm births among black women: a case-control
study of three North Carolina Metropolitan Areas.
Chapel Hill (NC): North Carolina Center for Health
and Environmental Statistics; 1996.

Roberts EM. Neighborhood social environments and
the distribution of low birthweight in Chicago. Am J
Public Health 1997;87:597-603.

Ross NA, Wolfson MC, Dunn JR, Berthelot J-M, Kap-
lan GA, Lynch JW. Relation between income inequality
and mortality in Canada and the United States: cross-
sectional assessment using Census data and vital sources.
BMJ 2000;320:898-902. '

sborne NG, Feit MD. The use of race in medical re-
search. JAMA 1992;267:275-9.

Krieger N, Rowley D, Herman A, Avery B, Phillips P.
Racism, sexism, and social class: implications for studies
of health, disease and well-being. Amj Prev Med 1993;
(Supp 9):82-122.

. Yankauer A. The relationship of fetal and infant mortal-
. ity to residential segregation. Am Soc1olog1cal Rev 1950;

Lynch JW, Kaplan GA, Pamuck ER, Cohen RD, Heck KE,
Blafour JL,Yen IH. Income inequality and mortality in
metropolitan areas of the United States. Am J Public
Health 1998;88:1074-80.

. Massey DS. Residential segregation and neighborhood
conditions in U.S. metropolitan areas. In: Smelser NJ,
Wilson W], Metchill F, editors. America becoming: ra-
cial trends and their coﬂsequences. Vol. 1. Washington:
National Research Council; 2001. p. 891-434.

Collins CA, Williams DR. Segregation and mortality:
the deadly effects of racism? Sociol Forum 1999:14:495-

Geronimus AT, Boundj Waidmann TA. Poverty, time
and place: variation in excess mortality across selected
US populations, 1980-1990." ] Epidemiol Community
Health 1999;6:325-34.

Geronimus AT, Bound ], Waidmann TA, Hillemeir MM,
Burns PB. Excess mortality among blacks and whites in
the United States. N Engl ] Med 1996;335:1552.
MacKay AP, Fingerhut LA, Duran CR. Health, United
States, 2000. Hyattsville (MD): National Center for
Health Statistics (US); 2000.

24. Lynch JW, Kaplan GA. Socioeconomic position. In:
Berkman LF, Kawachi I, editors. Social epidemiology.”
New York: Oxford University Press; 2000. p. 13-85.

25. Susser M. The logic in ecological: I. The logic of analy-
ses. Am J Public Health 1994;84:825-9. - .

26. Koopman JS, Longini IM Jr. The ecological effects of -
individual exposures and non- hnear disease dynamics
in populations. Am J Public Health 1994;84:836-42.

27. McMichael AJ. Prisoners of the proximate: loosening
the constraints on epidemiology in an age of change.
Am ] Epidemiol 1999;149:887-97.

28. Maclntyre S, Maciver S, Somans A. Area, class, and
health: should we be focusmg on places or people?
J Social Policy 1993;22:213-34.

29. Sampson RJ, Raudenbusch SW, Earls F. Ne1ghborhood

" - and violent crime: a multi-level study of collective effi-

.cacy. Science 1997;277:918-24.

30. Brewster KL. Neighborhood context and the transition

to sexual activity among young black women. Demogra-
- phy 1994;31:603-14.

31. Yen IY, Kaplan GA. Poverty area res1dence and changes

in physical activity level: evidence from the Alameda
“County Study. Am ] Public Health 1998;88:1709-12.

82. Bird ST, Bauman KE. The relationship between struc-
tural and health services variables and state level infant
mortality in the United States. Am ] Public Health
1995;85:26-9.

83. Kunst AE, Mackenbach JP. The size of mortality differ-
ences associated with educational level in nine industri- -
alized countries. Am ] Public Health 1994;84:932-7.

84. Waitzman NJ, Smith KR. Phantom of the area: poverty
and area residence and mortality in the United States.
Am ] Public Health 1998;88:973-6. '

35. Miles R.'Racism: key -ideas. London: Routledge Press;
1989.

36. Oliver ML, Shapiro TM. Black wealth, white wealth: a
new perspective on racial inequality. New York: Rout-
ledge Press; 1995.

87. Diez-Roux AV. Bringing context back into epidemiol-
ogy: variables and fallacies in multilevel analysis. Am J
Public Health 1998;88:216-22. ‘

38. Bhaskar R. The possibility of naturalism: a philosophi-
cal cnthue of the contemporary sciences. London Rout-
ledge Press; 1998. '

39. Kaplan GA, Lynch JW. Is economic policy health policy?
Am J Public Health 2001;91:351-2.

40. Geronimus AT. To mitigate, resist, or undo: addressmg
structural influences on health of urban populations.
Am J Public Health 2000;90:867-72. '

PUBLIC HeavrTH REPORTS / SEPTEMBIER—OCTOBER 2001 / Vorume 116




