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fore, it is difficult to determine whether increased concentrations of resistin are the cause or the consequence of
inflammation within the vascular wall, oxidative stress, or vascular dysfunction associated with hypertension.
Much needs to be learned about the relationship among
adipokines, inflammation, hypertension, and the cardiovascular system. Nevertheless, the study of Zhang et al.15 adds a piece
to the emerging evidence that adipokines may contribute to
the pathogenesis of chronic conditions. In the future, we
should focus much more on the role of adipose tissue. Obesity
is a causative factor in the development of hypertension and is
linked to inflammation and chronic kidney disease.18,19
Among implicated mechanisms such as increased sodium retention, sleep disturbance, activation of the renin-angiotensin
system and sympathetic nervous system, and insulin resistance, the release of adipokines may play an adjunctive role in
the increased risk for hypertensive diseases. These molecules
may provide incremental value in the prediction of cardiovascular risk beyond current schemes and approaches.
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See related article, “Plasma Resistin Levels Associate with Risk for Hypertension
among Nondiabetic Women,” on pages 1185–1191.
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Access to nephrology care is essential to mitigating the progression of renal failure.1 There is some evidence of racial disparities with regard to this care, disparities whereby black individuals are less likely to received timely care compared with their
white counterparts.2 The underlying causes of these racial differences are not fully understood but most likely include a
combination of socioeconomic and social factors. In this issue
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of JASN, Prakash et al.3 explore the association between living
in a predominantly black neighborhood and obtaining nephrology care before the onset of ESRD.
Prakash et al.3 list some of the characteristics of predominantly black neighborhoods that might affect health outcomes
and behaviors, including lack of availability of healthful foods
and recreational facilities as well as cultural and health beliefs.
There is strong evidence, however, that this segregation of minorities into distinct neighborhoods also runs along socioeconomic boundaries. Data from the National Health and Nutrition
Examination Survey (NHANES), a nationally representative sample of the United States, shows not only that white and black populations are segregated in distinct communities but also that those
neighborhoods are distinct in terms of socioeconomic status
(SES) to the point that there is little overlap between them.4 Thus,
even among low socioeconomic neighborhoods, black individuals live in more disadvantaged areas compared with their white
counterparts.4 The spatial isolation of minorities into disadvantaged neighborhoods may be driving the racial disparities in access to nephrology care.
Although some researchers have considered standard neighborhood socioeconomic factors when evaluating racial disparities
in kidney disease,5–7 few studies have examined additional neighborhood characteristics beyond SES that might influence kidney
disease. As Prakash et al.3 suggest, racial composition may also
reflect issues related to community support and cultural barriers,
factors that may not be adequately captured by traditional socioeconomic indicators. One study examining racial composition
and dialysis treatment and outcomes indeed found that living in
predominantly black neighborhoods was associated with increased time to transplantation and dialysis facilities with lower
quality of care.8
Although Prakash et al.3 also consider only patients who had
already initiated renal replacement therapy, the study focus is on
nephrology care pre-ESRD, a factor that could potentially mitigate the progression of renal dysfunction and adverse outcomes
after the initiation of dialysis. The issue of nephrology care before
ESRD is particularly salient, considering that Medicare is available
to all patients with ESRD. This suggests that racial disparities in
ESRD morbidity are likely due to distinctions in previous health
care access and use that mitigate or exacerbate progression of kidney disease to ESRD. This outcome is thus valuable in that it has
the potential to identify a modifiable factor in preventing progression.9
Prakash et al.3 found the likelihood of nephrology care decreases
in areas with increasing proportions of black residents. They also
found, however, that once nephrology care was initiated, the quality
of care was not associated with racial composition.
A major strength of this study is its use of the US Renal Data
System, a comprehensive database that is estimated to include
93% of US adults with a diagnosis of ESRD. The authors acknowledge several limitations of their study, including its use of zip
code–level data to define area. One limitation that is not mentioned, however, is that the contextual effects that the authors
observed at the zip code level may have been confounded by the
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individual-level socioeconomic conditions of its residents. Because this data set does not provide a variety of measures of individual SES (limited to employment status and medical insurance
coverage), residual confounding is likely.
Nonetheless, the choice of predictor and outcomes in this
particular study by Prakash et al.3 contributes to its public
health importance and policy implications. By examining racial composition, the authors chose to focus on an element of
racial disparities that might be associated with a particular area
and its available resources rather than limit the focus to individual-level factors. Considering the important role of public
health in implementing interventions at the community level,
this focus is crucial for pinpointing the needs and characteristics of community-level interventions.
Similarly, the focus on nephrology care highlights additional public health ramifications with regard to kidney disease
and ESRD in particular. Nephrology care represents a preventive measure that might significantly mitigate progression of
kidney disease and outcomes. Prakash et al. tackle these issues
even further by exploring additional quality-of-care outcomes,
including later referrals, type of dialysis, and renal transplantation. They did not find an association between racial composition and quality of nephrology care, further emphasizing the
significance of focusing on access to nephrology care in highrisk areas as a way to reduce morbidity and mortality related to
ESRD.
Future research should expand on these ideas in three ways.
First, there is a need to investigate further the link between racially
isolated communities, in this case predominantly black, and low
nephrology care. Aside from issues that Prakash et al.3 suggest in
directing future research, including assessing proximity to dialysis
facilities and degree of urbanization, other factors have been associated with these racially isolated neighborhoods that might be
instrumental in affecting access to nephrology care. These include
physical neighborhood features, such as including lack of street
connectivity and walkability,10,11 as well as social factors, such as
social support and trust of the health care system.12,13 There is
some debate in the literature as to how racial composition operates in terms of influencing health. Although some have found
that racially isolated neighborhoods are associated with adverse
health outcome among black individuals,14 others have found racial homogeneity to be beneficial, in particular for Hispanic communities.15 Moreover, one recent study showed that social capital
(a measure of social trust, cooperation, and civic engagement)
modified the effects of racial composition, with black neighborhoods with high social capital exhibiting low rates of mortality
compared with other neighborhoods.16 Thus, additional neighborhood factors and populations should be considered in evaluating the associations between racial composition and access to
nephrology care.
A second direction for future research is to examine the role of
these neighborhood factors in influencing health care access and
use and possibly preventing the onset of kidney dysfunction.17
This association found by Prakash et al. with regard to nephrology
care indicates that the same barriers to such care are likely to affect
Editorials
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general health care access. This may address racial disparities in
incidence of ESRD, as well as risk factors such as hypertension and
diabetes that rely on adequate health care management and control to prevent disease progression.18
Finally, future research should consider other minority populations as well. Recent data show the Hispanic population in the
United States experiences higher incidence rates of ESRD and a
faster progression from chronic kidney disease to ESRD compared with non-Hispanic white individuals.19 Most studies on racial disparities, however, do not include Hispanic participants.
This signifies a growing need to include the Hispanic population
in future studies on racial or ethnic disparities in kidney disease.
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Over the past few years, tremendous advances have occurred in
stem cell biology. With the development of induced pluripotent stem cell technology, it is now possible to reprogram adult
cells to differentiate into multiple cell types, including renal
cells.1 Although induced pluripotent stem cells hold great
promise for treatment of chronic diseases such as kidney failure in the future, current therapies are limited to readily available endogenous progenitor cell populations that can be isolated or mobilized from the bone marrow. These include
hematopoietic stem cells (HSCs), mesenchymal stem cells, and
endothelial progenitor cells, collectively known as bone marrow– derived cells (BMDCs).
Therapies to enhance mobilization of endogenous BMDCs or
infusions of BMDCs have been used in preclinical models of
renal disease that include ischemia-reperfusion injury, the
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