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SYNOPSIS

Objective. This study was designed to assess Chicago’s progress from 1980 to
1998 in addressing the Healthy People 2000 goal of reducing health disparities.

Methods. Chicago vital statistics and surveillance data were used to calculate
black:white rate ratios of mortality and morbidity for 1980–1998. Mortality and
morbidity rate ratios were also used to compare people living in areas with the
lowest median household income with those living in the highest for 1979–
1981, 1991–1993, and 1996–1998. The health measures included mortality
associated with leading causes of death; all-cause mortality, incidence rates for
two communicable diseases; and two birth outcomes.

Results. Both black:white and low-income:high-income rate ratios monotoni-
cally increased for virtually all measures of mortality and morbidity. Almost all
of the rate ratios and linear trends were statistically significant. From 1980 to
1998, the black:white rate ratio for all-cause mortality increased by 57% to
2.03. From 1979–1981 to 1996–1998, the low-income:high-income rate ratio
for all-cause mortality increased by 56% to 2.68.

Conclusions. These findings provide clear evidence that disparities in health
did not decrease in Chicago. Instead, racial and economic disparities increased
for almost all measures of mortality and morbidity used in this study. The fact
that the Healthy People 2000 campaign to reduce and then eliminate health
disparities was not effective must serve as a stimulus for improved strategies.
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One of the overarching goals set forth in 1990 by the
Healthy People 2000 initiative was to reduce health
disparities. Since then, there has been increasing at-
tention to and interest in reducing health disparities
in the form of national initiatives and statewide ef-
forts.1–6 This enthusiasm inspired President Clinton to
commit the nation to the ambitious goal of eliminat-
ing racial disparities by 2010 in six key areas: infant
mortality, cancer screening and management, cardio-
vascular disease, diabetes, HIV/AIDS, and immuniza-
tions.7 This goal parallels the Healthy People 2010 call
for the elimination of all disparities in health.8

Part of the process of achieving any goal is measur-
ing the progress made toward reaching it. National
data show that racial disparities in mortality are not
decreasing. While in recent years death rates have
declined overall, black people have consistently expe-
rienced higher rates of mortality than whites.9–12 From
1990 to 1996, the black:white mortality rate ratio for
heart disease, cancer, diabetes, and all causes essen-
tially remained the same (declining an average of less
than 2%), with each rate ratio ranging from 1.34 to
1.60.9

Much has been published regarding the excess
mortality that black and poor people suffer in com-
parison to their white or wealthier counterparts.10–12

Researchers such as McNamara,13 Williams,14–16 Pap-
pas,17 and their colleagues have demonstrated racial
disparities in mortality at the national level, while others
such as Geronimus and colleagues,18,19 Polednak,20,21

and McCord and Freeman22 have explored racial dif-
ferentials in mortality either across selected urban areas
or at the local level. Despite the vast array of research
in this field, we have been unable to locate any study
that analyzes disparities across racial or income groups
at the local level using multiple measures of mortality
and morbidity. In addition, no studies were found that
evaluated the progress toward achieving the 2000 goals
at the local level.

This study was designed to assess Chicago’s progress
in achieving the goals of reducing and ultimately elimi-
nating health disparities. We used rate ratios for 1980–
1998 to examine differences in mortality and morbid-
ity for black and white people and for low-income and
high-income community areas. Selected mortality and
morbidity measures were utilized for this analysis.
Among these measures were three that address focus
areas defined by President Clinton: infant mortality,
cardiovascular disease, and diabetes. These measures
allowed us to determine Chicago’s success in achiev-
ing the 2000 goal of reducing racial/ethnic health
disparities and thus gain some insight into the na-
tional pathway toward eliminating these disparities.

METHODS

Population
According to 2000 US Census data obtained from the
Chicago Department of Public Health, Chicago is the
third largest city in the country, with a racial/ethnic
breakdown as follows: 31% non-Hispanic white, 36%
non-Hispanic black, 26% Hispanic, 4% Asian, and 3%
“other races.”

More than 50 years ago, a research team at the
University of Chicago divided the city into 75 “com-
munity areas” based on social, cultural, and geographic
factors.23 Since then, two community areas have been
added, for a total of 77.

Measures
We looked at leading causes of death, all-cause mortal-
ity, communicable diseases, and birth outcomes to track
disparities in health.

First, we explored the 10 leading causes of death in
1998 for black people and white people in the United
States.24 All-cause mortality and four site-specific can-
cers (lung, female breast, colorectal, and prostate)
were also considered. These 17 causes of death and
their respective International Classification of Diseases,
Ninth Revision (ICD-9) codes are listed in Figure 1. In
addition, we examined the incidence of two commu-
nicable diseases, AIDS and tuberculosis, and two birth
outcome measures, infant mortality and low birth-
weight (<2500 grams) births. In all, 22 measures of
mortality (including all-cause mortality) and morbid-
ity were analyzed for 1980–1998.

These measures of mortality and morbidity were
examined for disparities in two ways. First, we used
1980–1998 data to compare rates for black residents
of Chicago (n = 1,065,009 per 2000 Census data ob-
tained from the Chicago Department of Public Health)
with rates for white residents of Chicago (n = 1,215,315
per the 2000 Census). Because Hispanic ethnicity in-
formation was not collected until 1989, the Hispanic
population was not analyzed as a separate group. In-
stead, data were analyzed by race with no regard for
ethnicity.

Second, we compared mortality and morbidity rates
for the 10 community areas with the lowest median
household income (with a combined population of
233,707 per the 1990 Census) to the 10 with the high-
est (with a combined population of 298,797 per the
1990 Census).23

Data sources
Vital statistics data were obtained from Illinois Depart-
ment of Public Health Vital Records tapes (death and
birth files). Surveillance data were acquired through
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the Office of HIV/AIDS Surveillance and the Tuber-
culosis Control Program of the Chicago Department
of Public Health. All data were provided to us without
any personal identifying information.

To study low-income/high-income disparities, we
used existing data available through published Chi-
cago Department of Public Health reports,23,25 which
included three-year average annual age-adjusted mor-
tality and morbidity rates as well as 1990 US Census
demographic information on all 77 community areas
of Chicago. For each community area, the following
measures were readily available for analysis: mortality
associated with 12 leading causes of death (including
all causes), incidence rates for two communicable dis-
eases, and two birth outcomes (Figure 1). Therefore,

a total of 16 measures were investigated for the follow-
ing years: 1979–1981, 1991–1993, and 1996–1998.

Exponential interpolation between the 1980, 1990,
and 2000 Census figures was used to estimate popula-
tion denominators for intercensal years. Because the
age distribution of the 2000 Census was not yet avail-
able, the age distribution of the 1998 estimated figures
(obtained from Claritas, 5375 Mira Sorrento Place,
San Diego, CA 92121) was applied to 2000 US Census
estimates prior to interpolation. Age distributions were
used in order to age-adjust the mortality rates.

Statistical analysis
Mortality rates were directly age-adjusted to the 1940
US population and expressed as the number of deaths
per 100,000 population. Rates of communicable dis-
eases (AIDS and tuberculosis) were calculated as the
number of cases per 100,000 population. The infant
mortality rate is expressed as the number of deaths of
infants younger than one year of age per 1,000 live
births. Percent of low birthweight births is presented
as the number of newborns weighing less than 2500
grams per 100 live births. Black:white rate ratios (cal-
culated as the black rate divided by the white rate)
were used to examine the racial disparity in mortality
and morbidity rates for 1980–1998.

Three-year average annual rates for selected health
measures for community areas were used in our analy-
sis of income disparity. Three time periods, 1979–1981,
1991–1993, and 1996–1998, were selected in order to
investigate time trends. Rates were averaged and
weighted to account for the population sizes of the
selected community areas. The low income:high in-
come community area rate ratio for each measure was
then calculated for the selected time intervals.

Data analysis involved three steps. First, in order to
evaluate racial health disparities, we calculated the
black:white rate ratios for each year from 1980 through
1998. We then tested the 1980, 1990, and 1998 rate
ratios for significance using a Taylor Series expansion
to generate 95% confidence intervals (CIs).26 Second,
linear regression was employed to test the significance
of these 19-year time trends in the black:white rate
ratios. Beta coefficients and p-values were used to as-
sess significance. Finally, low-income:high-income rate
ratios were also calculated and tested for significance
for the three sets of years noted above.

RESULTS

Black-white disparities: 1980, 1990, and 1998
Table 1 shows the black:white rate ratios for the se-
lected causes of death, communicable diseases, and

Figure 1. Measures used in analyses and associated
ICD-9 codes

Mortality due to
leading cause of death ICD-9 code

Heart disease 390–398, 402, 404–429
Stroke 430–438
All cancer 140–208

Lung cancer 162.2–162.9
Female breast cancer 174

Liver disease 571
Homicide/legal intervention E960–E978
Unintentional injuries E800–E949
HIV/AIDS 136.3, 279.1

(before 1987)
042–044 (after 1986)

Diabetes 250
Pneumonia/influenza 480–487
Colorectal cancera 153–154
Prostate cancera 185
Chronic obstructive

pulmonary diseasea 490–496
Suicidea E950–E959
Nephritis, nephrotic

syndrome, nephrosisa 580–589
Perinatal conditionsa 760–779

All-cause mortality

Communicable diseases

AIDS
Tuberculosis

Birth outcomes
Infant mortality
Low birthweight

aCauses of death not included in the low-income/high-income
disparities analysis



Evaluating Chicago’s Success in Reducing Health Disparities � 487

Public Health Reports / September–October 2001 / Volume 116

birth outcomes for the specified years. Three sum-
mary observations can be made from these data. First,
the rate ratios for all but one measure (liver disease
mortality) increased from 1980 to 1998. For 19 of the
22 measures, the rate ratios increased significantly.
Second, of the 63 available rate ratios in Table 1, only
7 were not statistically significant. Finally, all 22 of the
slopes assessing the time trends in these black:white
rate ratios were positive.

Almost all of the 1980 mortality and morbidity rate
ratios were >1 and statistically significant. The largest
mortality rate ratios were for homicide (RR = 3.10;
95% CI 2.69, 3.57), prostate cancer (RR = 2.33; 95%
CI 1.84, 2.96) and nephritis/nephrotic syndrome/
nephrosis (RR = 2.27; 95% CI 1.77, 2.90). The rate
ratios were not statistically significant for female breast
cancer, colorectal cancer, chronic obstructive pulmo-
nary disease, and unintentional injuries. The suicide
rate ratio was the only measure that was <1 and statis-
tically significant (RR = 0.45; 95% CI 0.33, 0.61). That
is, in 1980, black people were about half as likely to
die from suicide as white people.

By 1990, all the rate ratios had increased by at least
11% (lung cancer) and as much as 82% (perinatal
conditions). In addition, all of the rate ratios, except
the one for HIV/AIDS mortality, were statistically
significant. In 1980, four measures of mortality and
morbidity had rate ratios >2, but by 1990, ratios for
seven of the measures were at least that high. The
greatest increases (>50%) occurred for suicide, homi-
cide, unintentional injuries, and perinatal conditions.
Moreover, the infant mortality rate ratio rose 44% to
2.6 (95% CI 2.26, 3.00).

Eight years later, the rate ratios had continued to
increase to the point where, in most cases, the black
rate was at least twice the white rate. From 1980 to
1998, rate ratios (excluding the ratio for liver disease
mortality) increased by at least 12% (perinatal condi-
tions) and as much as 112% (colorectal cancer). The
liver disease mortality rate ratio actually decreased and
became statistically insignificant during this time. In
addition, the suicide rate ratio increased to the point
of no significance (RR = 0.85; 95% CI 0.64, 1.15) by
1998; that is, blacks and whites were at equal risk of
dying from suicide. From 1990 to 1998, the rate ratios
for HIV mortality increased by 251%, while the rate
ratio for AIDS incidence increased by 158%. By 1998,
the HIV epidemic had dramatically impacted black
people in Chicago, who were three times (RR = 3.14;
95% CI 2.74, 3.61) as likely as whites to be diagnosed
with AIDS and almost four times (RR = 3.90; 95% CI
3.10, 4.92) as likely to die from HIV.

Figures 2–5 display the consistent trends for selected

causes of mortality and morbidity. The graphs illustrate
how increases in disparity may be produced in different
ways. For instance, Figure 2 shows that the all-cause
mortality rate for whites decreased across the interval
from 1980 to 1998, while the rate for black people
remained virtually unchanged in the decade 1988–1998.
This was reflected in a 1980 rate ratio of 1.30, a 1998
rate ratio of 2.03, and a statistically significant positive
trend in the rate ratios over the interval. In another
scenario, the increasing disparity in mortality due to
heart disease (Figure 3) resulted from differential im-
provements for both groups in which the white rate
decreased at a much faster pace than the black rate.
Figure 4 demonstrates growing disparity resulting from
a dramatic decline in the white female breast cancer
rate coupled with a black rate that increased consider-
ably over the same time period. Finally, Figure 5 illus-
trates that a consistently low diabetes mortality rate for
whites paired with an increasing rate for blacks pro-
duced an increasing disparity.

Low- and high-income community areas: 1979–1981,
1991–1993, and 1996–1998
Table 2 illustrates the striking differences between the
low- and high-income community areas. For instance,
the average median household income ($42,612) of
the lowest income community areas in 1990 was al-
most five times as high as the average median house-
hold income ($8,911) of the highest income areas. In
addition, the low-income areas were predominantly
non-Hispanic black whereas the high-income areas
were primarily non-Hispanic white. Finally, the lowest
income areas had a lower percentage of high school
graduates and a higher percentage of people living
below the poverty level. By comparing the health mea-
sures of these two sets of community areas, we can
assess economic disparities in health.

Table 3 displays the low-income:high-income rate
ratios for all deaths, 11 leading causes of death, two
communicable diseases, and two birth outcomes for
the selected years. Two overarching observations may
be made. First, for 12 of the 16 measures, the rate
ratios increased every subsequent period. In fact, the
rate ratios for all but two measures (liver disease mor-
tality and low birthweight births) increased from 1979–
1981 to 1996–1998. Second, 46 of the 48 available rate
ratios shown in Table 3 were >1 and statistically
significant.

The rate ratios for 1979–1981, with the exception
of the ratio for female breast cancer mortality, show
that people living in the lowest median income com-
munity areas were at least 1.5 times as likely as those in
the highest median income areas to have a given out-
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come (Table 3). For some measures, people in the
lowest income community areas experienced a four-
or five-fold higher risk compared to their wealthier
counterparts. For instance, the rate ratio was 4.04 (95%
CI 3.56, 4.58) for low birthweight births, 4.24 (95% CI
3.02, 5.96) for tuberculosis, and 5.52 (95% CI 4.03,
7.57) for homicide. In addition, Chicago’s lowest in-
come areas experienced an infant mortality rate al-
most four times as high (RR = 3.87; 95% CI 2.87, 5.21)
as that of the highest income areas. The only measure
that failed to be statistically significant in 1979–1981
was the rate ratio for female breast cancer (RR = 1.14;
95% CI 0.77, 1.68).

Just over a decade later, in 1991–1993, the dispari-
ties in health had increased to the point that, for
almost all measures, the lowest income community
areas suffered from rates at least twice those of their
highest income neighbors. Again, one of the excep-
tions was female breast cancer (RR = 1.08; 95% CI
0.70, 1.65). The all-cause mortality rate ratio increased
by 26% from 1979–1981 to 1991–1993. Increases in
cause-specific mortality rate ratios ranged from 2%
(liver disease) to 110% (unintentional injury). The
largest increases (>30%) occurred for stroke mortal-
ity, unintentional injury mortality, infant mortality, and
low birthweight births. The greatest disparities in 1991–

Table 1. Age-adjusted black:white rate ratios with 95% confidence intervals and regression parameters for
selected measures of mortality and morbidity, Chicago, 1980, 1990, 1998

1980 1990 1998

Measure RR 95% CI RR 95% CI RR 95% CI ß

Mortality due to leading cause of deatha

Heart disease 1.13 1.09, 1.18 1.33 1.27, 1.39 1.81 1.72, 1.90 0.052
Stroke 1.41 1.28, 1.56 1.74 1.55, 1.95 2.30 2.04, 2.60 0.047
All cancer 1.30 1.23, 1.37 1.50 1.42, 1.58 2.02 1.91, 2.14 0.051
Lung cancer 1.41 1.27, 1.57 1.57 1.41, 1.74 2.19 1.96, 2.45 0.061
Female breast cancer 1.02 0.84, 1.23 1.45 1.20, 1.75 2.07 1.69, 2.53 0.060
Colorectal cancer 0.96 0.84, 1.13 1.33 1.14, 1.56 2.03 1.70, 2.44 0.064
Prostate cancer 2.33 1.84, 2.96 2.64 2.14, 3.26 3.30 2.64, 4.13 0.078
Chronic obstructive pulmonary 1.06 0.88, 1.27 1.45 1.24, 1.69 1.93 1.65, 2.25 0.045
  disease
Liver disease 1.25 1.07, 1.46 1.58 1.33, 1.87 1.09 0.88, 1.35 0.010
Suicide 0.45 0.33, 0.61 0.68 0.53, 0.88 0.85 0.64, 1.15 0.024
Homicide/legal intervention 3.10 2.69, 3.57 4.73 4.03, 5.55 3.93 3.31, 4.65 0.108
Unintentional injuries 1.03 0.90, 1.17 1.70 1.50, 1.93 1.86 1.63, 2.11 0.052
HIV/AIDSb — — 1.11 0.94, 1.31 3.90 3.10, 4.92 0.160
Nephritis, nephrotic 2.27 1.77, 2.90 2.61 2.10, 3.26 3.02 2.44, 3.72 0.064
  syndrome, nephrosis
Perinatal conditions 1.64 1.39, 1.94 3.00 2.45, 3.66 1.85 1.45, 2.35 0.044
Diabetes 1.48 1.23, 1.77 1.95 1.65, 2.30 2.23 1.90, 2.61 0.046
Pneumonia/influenza 1.57 1.33, 1.85 1.94 1.69, 2.22 2.27 1.95, 2.65 0.056

All-cause mortality 1.30 1.27, 1.33 1.60 1.56, 1.64 2.03 1.98, 2.09 0.054
Communicable diseases

AIDSb — — 1.22 1.08, 1.38 3.14 2.74, 3.61 0.198
Tuberculosis — — 3.20 2.72, 3.78 3.37 2.74, 4.13 0.119

Birth outcomes
Infant mortality 1.81 1.61, 2.04 2.60 2.26, 3.00 2.31 1.94, 2.75 0.031
Low birthweight 2.12 2.01, 2.24 2.52 2.40, 2.66 2.25 2.13, 2.37 0.003

NOTE: Shading indicates RRs or ß values that are not statistically significant (p > 0.05).
aß values based on linear regression of year vs RR. Except where indicated, all trends were statistically significant (p < 0.005).
bThere were < 5 AIDS cases or AIDS-related deaths in 1980.

RR = risk ratio

CI = confidence interval
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Figure 3. Heart disease mortality, Chicago, 1980 to 1998: black and white rates and black:white rate ratios
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Figure 2. All-cause mortality, Chicago, 1990 to 1998: black and white rates and black:white rate ratios
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Figure 4. Female breast cancer mortality, Chicago, 1980 to 1998: black and white rates and black:white rate ratios
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Figure 5. Diabetes mortality, Chicago, 1990 to 1998: black and white rates and black:white rate ratios
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1993 were found for homicide (RR = 6.54; 95% CI
4.61, 9.28), unintentional injury (RR = 3.27; 95% CI
2.43, 4.40), infant mortality (RR = 5.61; 95% CI 3.91,
8.05), low birthweight births (RR = 5.42; 95% CI 4.78,
6.14), and tuberculosis (RR = 5.38; 95% CI 3.77, 7.67).

By 1996–1998, with the exception of the rate ratio
for female breast cancer mortality, all rate ratios were
>2. Further, the female breast cancer mortality rate
ratio was now statistically significant at 1.66 (95% CI

1.02, 2.70). Although most of the rate ratios had in-
creased, some had decreased. For instance, from 1991–
1993 to 1996–1998, rate ratios dropped by 11% for
liver disease mortality, 19% for infant mortality, and
37% for low birthweight births. Even so, the rate ratios
for these measures remained statistically significant.
One exceptional increase that occurred during this
time was the 110% increase in the HIV mortality rate
ratio. By 1996–1998, people living in the lowest in-

Table 2. Characteristics of 10 community areas with the lowest median household income compared to those of
the 10 areas with the highest median household income, Chicago, 1990

Characteristic Lowest Highest

Population 233,707 298,797
Percent of population that was non-Hispanic black 90.6 15.3
Percent of population that was non-Hispanic white 4.9 78.4
Percent of population that was Hispanic 2.9 4.1
Percent of high school graduates among adults ages > 25 years 52.6 84.8
Percent of population below poverty line 55.0 8.5
Mean of median household income $8,911 $42,612

Table 3. Age-adjusted low-income:high-income rate ratios with 95% confidence intervals for selected measures of
mortality and morbidity, Chicago

1979–1981 1991–1993 1996–1998

Measure RR 95% CI RR 95% CI RR 95% CI

Mortality due to leading cause of death
Heart disease 1.45 1.32, 1.59 1.86 1.65, 2.09 2.56 2.24, 2.92
Stroke 1.45 1.15, 1.56 1.93 1.55, 1.95 2.76 2.04, 2.60
All cancer 1.50 1.34, 1.69 1.63 1.43, 1.85 2.14 1.86, 2.47
Lung cancer 1.55 1.22, 1.97 1.89 1.46, 2.44 2.39 1.83, 3.13
Female breast cancer 1.14 0.77, 1.68 1.08 0.70, 1.65 1.66 1.02, 2.70
Liver disease 2.84 2.06, 3.90 2.90 1.97, 4.25 2.59 1.56, 4.29
Homicide/legal intervention 5.52 4.03, 7.57 6.54 4.61, 9.28 7.28 4.81, 11.02
Unintentional injuries 1.56 1.19, 2.04 3.27 2.43, 4.40 3.41 2.48, 4.67
HIV/AIDSa — — 2.58 1.80, 3.71 5.41 3.34, 8.76
Diabetes 2.03 1.31, 3.16 2.49 1.62, 3.82 2.56 1.68, 3.91
Pneumonia/influenza 2.17 1.49, 3.17 2.76 1.90, 4.00 3.04 2.05, 4.53

All-cause mortality 1.72 1.62, 1.82 2.16 2.03, 2.30 2.68 1.98, 2.09
Communicable diseases

AIDSa — — 2.60 2.01, 3.36 3.65 2.67, 4.98
Tuberculosis 4.24 3.02, 5.96 5.38 3.77, 7.67 5.57 3.67, 8.44

Birth outcomes
Infant mortality 3.87 2.87, 5.21 5.61 3.91, 8.05 4.52 2.91, 7.02
Low birthweight 4.04 3.56, 4.58 5.42 4.78, 6.14 3.44 3.02, 3.92

NOTE: Shading indicates RRs that are not statistically significant (p > 0.05). RRs are based on 3-year averages of rates, and are
significant (p < 0.05) except where indicated.
aThere were <10 HIV-related deaths or cases in 1979–1980.

RR = risk ratio

CI = confidence interval
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come community areas were 5.41 times as likely as
those living in the highest income areas to die of HIV-
related causes.

DISCUSSION

Our findings paint a stark picture of Chicago’s persis-
tent racial inequalities in health. Despite an overall
decline in the city’s mortality rates from 1980 to 1998,
black and white people still died at increasingly dispar-
ate rates. This is demonstrated by the large and in-
creasing rate ratios. Statistically significant black:white
rate ratios were observed for almost every measure
and time period analyzed (Table 1), as were statisti-
cally significant low-income:high-income rate ratios
(Table 3). The findings are even more credible given
the wide choice of measures. These ranged from all-
cause mortality, to mortality associated with various
cancers, homicide, diabetes, pneumonia and influenza,
to infant mortality, to the incidence of AIDS and tu-
berculosis. The only measure in which blacks fared
better than whites was the suicide rate. Even here,
however, the situation grew comparatively worse for
black people, as the rate ratio gradually increased from
1980 to the point where by 1998 the white rate was no
longer significantly larger than the black rate. The
widening of differences in mortality and morbidity
was also evident in the increasing trend in rate ratios.
For all but three of the 22 measures, the rate ratios
significantly increased over the 19-year period.

We also compared experiences for people who lived
in the 10 community areas with the lowest median
household income with those of people who lived in
the 10 highest median income areas. Although these
areas were almost entirely segregated and thus gener-
ally corresponded to racial groupings (Table 2), we
were interested to see how those at the extremes of
the income distribution compared. The results were
in a similar direction to those in the black:white analy-
ses but revealed even greater disparities (Table 3). For
example, the black:white rate ratio for infant mortality
for the last time period studied was 2.31, while it was
4.52 for the low-income:high-income comparison. Simi-
larly, the black:white ratio for HIV-related mortality
was 3.90 and the low-income:high-income ratio was
5.41. For virtually all the measures in any given time
period, the low-income:high-income rate ratios were
statistically significant. Female breast cancer mortality
was the only measure that did not achieve statistical
significance until 1996–1998. Likewise, for almost ev-
ery measure, the low-income:high-income rate ratios
increased over time.

The results of both analyses demonstrate that con-

trary to the Healthy People 2000 goals, health dispari-
ties in Chicago had increased so significantly by 1998
that for most of the measured indicators of mortality
and morbidity, black and low-income people experi-
enced at least twice the risk of their white or high-
income counterparts. The trend data provide abso-
lutely no evidence to suggest that excess mortality and
morbidity among black and low-income people will
not continue to increase.

Previous studies have examined racial differentials
in certain measures at select points in time.11–13,27 Some
other studies have cited trends in all-cause mortal-
ity.14,16–19 While the results of these studies lend support
to our findings, none considered as many time peri-
ods for as many measures of health. The consistent
racial disparities we observed across virtually every one
of the 22 health measures we analyzed suggest that
our findings are strong and reliable. An additional
contribution of this study was the uncovering of the
magnitude and trend of these disparities at the local
level. Given the large population of the city of Chi-
cago, the findings are suggestive for other large urban
areas. The fact that they are consistent with the findings
of Williams,14–16 Geronimus,18,19 and Pappas17 for se-
lected measures and time periods further strengthens
their generalizability. For instance, Williams documents
that although the overall US black mortality rate has
declined over time, the mortality rate for several causes
of death such as cancer and diabetes was higher in
1995 than in 1950. In fact, he notes that the black:white
rate ratio for all-cause mortality remained unchanged
over this 45-year period.14

It is difficult to imagine weaknesses of the data
being responsible for any of these findings. Numera-
tors were generally in the range of hundreds and thou-
sands and denominators were in the hundred thou-
sands and even millions, thus lending reliability and
stability to the calculations. Although some miscodings
of race, address, and cause of death likely occurred,
they would not have generated such a large number of
consistent findings across measures.

One methodological area of concern is the alloca-
tion of Hispanic people. Since Hispanic coding of
both population and cause of death was not available
until 1989 and not reliable in Illinois until the early
1990s, it was not possible to compute comparisons
between non-Hispanic whites and non-Hispanic blacks
and still consider time trends going back to 1980. The
question is: To what extent does the inability to sepa-
rate Hispanic whites from non-Hispanic whites alter
our findings? We have done considerable analyses of
these groups of rates. When we calculated the age-
adjusted all-cause mortality rate for whites and com-
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pared it with that for non-Hispanic whites, the rates
for 1989 through 1998 differed by no more than 5%.
Thus, had we been able to also analyze long-term
trends in rate ratios for non-Hispanic blacks compared
to non-Hispanic whites, we would most likely have
generated similar findings.

As Cooper and his colleagues,28,29 Krieger and
hers,30,31 and others have shown over and over again,
race is not a biological category but a socially con-
structed one. Several historical studies have also docu-
mented this fact.32–34 Thus, we are not measuring the
effects of biology but of those characteristics associ-
ated with the social construction of race. Indeed, there
are fundamental causes that place some of the most
disadvantaged populations at risk of suffering from
higher rates of illness and mortality. Much has been
written about social determinants of health35,36 such as
environmental stresses, inequalities in access to educa-
tion and health care, income inequality, and especially
racism37,38 and segregation,39–41 which work together in
a complex way to impede improvements in health and
quality of life for some of the most impoverished com-
munities in our city and nation.42

One absolutely essential question that must be posed
is why existing disparities, still as formidable as they
were in 1980, continue to widen and do so in the face of
a prominent national campaign against them and in an
era that experienced almost unparalleled economic
growth. Furthermore, in the past two decades there
have been major advancements in the prevention, de-
tection, and treatment of chronic diseases in the United
States. These advancements have been seen for a num-
ber of diseases including hypertension, stroke, heart
disease, female breast cancer, and AIDS among oth-
ers.43–49 Our analysis indicates that despite public health
campaigns, general economic prosperity, and health
advances, the health status of significant portions of the
population, the black and poor, in Chicago has gotten
relatively worse compared to that of the white and
wealthier populations. One thing is virtually certain: if
we keep doing the same things we have been doing, we
will be sitting here in 2010 wondering why the racial
disparities in health are still increasing.

A multifaceted problem such as this begs for an
equally comprehensive solution that entails broad eco-
nomic, social, and political changes that allow everyone
equal access to the opportunities that will lead to healthy
lives.50 Geronimus warns that anything short of under-
standing and changing the socioeconomic, historical,
and structural factors that help create and maintain
populations that live in poverty, segregation, and ill
health inhibits our goal of eliminating health dispari-
ties.51 As Cohen and Northridge have written, “It is

impossible to have a frank discussion of inequality . . .
without confronting the continuing blight of racism
head on” (p. 841); only in truly committing ourselves to
solving inequities in access and opportunity can we
begin to make strides toward achieving equality.52 To do
otherwise is to allow disparities to exist and almost cer-
tainly grow. This cannot be an option.
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