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Rationale & Obijective: Few studies have investigated racial disparities in acute kidney injury
(AKI), in contrast to the large literature on Black-White differences in risk of end-stage kidney
disease.

Study Design: Prospective cohort study

Setting & Participants: We studied 2720 self-identified Black or White participants in the
Chronic Renal Insufficiency Cohort study from July 1, 2013-December 31, 2017.

Exposure: Self-reported race (Black vs. White)
Outcome: Hospitalized AKI (=50% increase from nadir to peak serum creatinine).

Analytical approach: Cox regression models. We adjusted for demographics (age and sex),
pre-hospitalization clinical risk factors (diabetes, blood pressure, cardiovascular disease, estimated
glomerular filtration rate, proteinuria, and receipt of angiotensin-converting enzyme inhibitors or
angiotensin-receptor blockers) and socioeconomic status (insurance status and education level).

In a subset of participants with genotype data, we adjusted for apolipoprotein L1 gene (APOL 1)
high-risk status and sickle cell trait status.

Results: Black participants (N=1266) were younger but had a higher burden of pre-
hospitalization clinical risk factors. Incidence rate of first AKI hospitalization among Black
participants was 6.3 (95% Cl: 5.5-7.2) per 100 person-years versus 5.3 (95% ClI: 4.6-6.1) per 100
person-years among White participants. In an unadjusted Cox regression model, Black participants
were at a modestly increased risk of incident AKI (hazard ratio [HR] 1.22; 95% CI: 1.01-1.48)
compared with White participants. However, this risk was attenuated and no longer significant
after adjusting for pre-hospitalization clinical risk factors (adjusted HR 1.02; 95% CI: 0.83-1.25).
There were only 11 AKI hospitalizations among individuals with high-risk APOL1 risk status and
14 AKI hospitalizations among individuals with sickle cell trait.

Limitations: Participants are limited to research volunteers and are not fully representative of all
CKD patients.

Conclusion: In this multi-center prospective cohort of CKD patients, racial disparities in AKI
incidence were modest and were explained by differences in pre-hospitalization clinical risk
factors.

Index words:
Acute kidney injury (AKI); chronic kidney disease; racial disparities; CRIC; clinical risk factors

Introduction:

Black Americans face a disproportionately higher risk of end stage kidney disease (ESKD)
when compared with White Americans.! This is thought to be due to an interplay of clinical,
socioeconomic, and genetic risk factors.2=> While multiple studies have described various
contributors to racial disparities in ESKD,2- few studies have rigorously explored racial
variation in acute kidney injury (AK1).87
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Some studies have reported that Black Americans have higher risk of AKI than White
Americans.1:6-13 However, these prior studies were limited by inclusion of specialized
populations (e.g. patients with diabetes,® trauma,12 or those undergoing procedures such
as percutaneous coronary intervention,”-13 or knee surgery!!). Other studies ascertained
AKI using only administrative codes,1:6:8-10 which have low sensitivity to detect AK1.14
Most previous studies also did not include data on pre-AKI estimated glomerular filtration
rate (eGFR) and proteinuria, which are two critical AKI risk factors. Therefore, they were
unable to examine whether differences in AKI risk could be explained by differences in
prevalence and severity of pre-existing chronic kidney disease (CKD). Few investigations
have examined whether risk of AKI is influenced by apolipoprotein L1 gene (APOL 1)
renal risk variants®15 or sickle cell trait (SCT),16-18 which are more common among Black
Americans and are associated with kidney disease.19-21

To fill these gaps in the literature, we analyzed data from the Chronic Renal Insufficiency
Cohort (CRIC) Study,22-24 to estimate rates of hospitalized AKI, defined by changes in
serum creatinine (SCr), and to examine the association of race with hospitalized AKI after
adjustment for clinical, socioeconomic, and genetic risk factors among Black and White
Americans with CKD.

Study population

CRIC?2-24 js a multicenter prospective cohort study of racially and ethnically diverse

adult patients with CKD in the United States (U.S.). Initial recruitment of 3939 adults

aged 21-74 years with eGFR 20-70 ml/min/1.73m? was completed between 2003 and

2008 at seven U.S. clinical centers encompassing 13 recruitment sites. Individuals who self-
identified as Black and those with diabetes were oversampled.2> Major exclusion criteria
included diagnosed glomerulonephritis receiving immunosuppressive therapy, New York
Heart Association Class 111 or 1V heart failure, cirrhosis, and polycystic kidney disease.
Participants were re-consented for extended follow up in subsequent 5-year periods (2008—
2013; 2013-2018; 2018-2023). An additional 1560 patients with CKD were enrolled from
2013 to 2015, augmenting representation of older individuals and those with proteinuria and
preserved eGFR.25

CRIC participants are contacted every six months by phone and attend annual in-person
research study visits during which SCr and urine protein-creatinine ratio (UPCR) are
measured, and vital signs, medication usage and interim medical events are comprehensively
updated.

The present analysis included self-identified Black and White CRIC participants who

were alive, had not withdrawn from the study and did not develop ESKD as of July 1,

2013 (N=2720) (Figure 1). We selected July 1, 2013, as the start date for this analysis
since CRIC started comprehensive collection of inpatient laboratory measurements for all
hospitalizations only after July 1, 2013, and our aim was to define AKI using observed SCr
levels during hospitalization.

Am J Kidney Dis. Author manuscript; available in PMC 2023 November 01.
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Institutional review boards at participating institutions approved the study protocol. All
study participants provided written informed consent.

Hospitalized AKI

The primary outcome of interest was time to first hospitalized AKI, defined by a 250%
increase from nadir to peak inpatient SCr measurement. This definition is adapted from
the Kidney Disease Improving Global Outcomes (KDIGO) AKI guidelines,26 and is
more stringent to reduce false positives and improve specificity.2” We used inpatient
SCr measurements only to define hospitalized AKI to reduce the risk of misclassifying
progression of CKD as AKI. We staged AKI according to KDIGO guidelines2® and
included: Stage 1; peak inpatient SCr 1.5-1.9 times nadir Scr; stage 2; peak inpatient
SCr 2.0-2.9 times nadir Scr, and stage 3; peak inpatient SCr =3.0 times nadir Scr.

AKI Hospitalizations were ascertained through participant self-report and hospital queries
and confirmed via medical records review.28:29 SCr values measured during these
hospitalizations were systematically abstracted and organized to determine AKI status.
Follow-up was through December 31, 2017.

Primary Exposure

Covariates

The primary exposure was self-reported race. Our objective was to evaluate the risk of AKI
among Black and White CRIC participants; therefore, all other races were excluded from
this analysis. Hispanic participants were classified as having Hispanic ethnicity regardless of
self-identified race.

Pre-hospitalization clinical risk factors included diabetes, blood pressure, prior
cardiovascular disease, eGFR, UPCR (assessed using either 24-hour urine collections

or random spot urine samples)3?, and receipt of angiotensin-converting enzyme (ACE)
inhibitors or angiotensin-receptor blockers (ARB), which were all determined at the first
in-person CRIC visit after July 1, 2013. We used the 2009 Chronic Kidney Disease
Epidemiology Collaboration equation (CKD-EPI) to calculate eGFR.3! We also conducted
two sensitivity analyses, one where we adjusted for Hispanic ancestry in our final models,
and the other we used the new 2021 race-free CKD-EPI eGFR equation.32

Socioeconomic characteristics included self-reported education attainment (ascertained at
the parent CRIC study baseline visit), and health insurance status (ascertained at follow-up
Visits).

Using diagnosis-related groups for principal discharge codes,33-34 we broadly categorized
hospitalizations during the study period as being kidney-related or related to diseases of the
nervous, respiratory, circulatory, gastrointestinal, or musculoskeletal systems.

Genetic analysis

Genetic variants of interest included APOL 1 risk alleles and SCT. For these, we restricted
our analysis to the subset of CRIC participants who were genotyped for the APOL 1
renal risk variants3 and had genome wide association studies (GWAS) completed

Am J Kidney Dis. Author manuscript; available in PMC 2023 November 01.
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(N=1195).36 High-risk APOL 1 status among Black Americans was defined based on having
a combination of two risk variants consisting of either G1 or G2 risk alleles (i.e., G1/G1,
G1/G2 or G2/G2). Low-risk APOL 1 status was defined on the basis of having one or

no risk allele (i.e., GO/GO, GO/G1, or GO/G2). TagMan SNP Genotyping Assays (Applied
Biosystems, Foster City, CA) were used to detect the APOL I risk alleles.3®> Genome-wide
imputation was used to determine SCT. CRIC Study participants have been genotyped for
more than 1 million gene variants on the Illumina Omni-1-Quad beadchip array.3® Genome-
wide imputation was completed based on the 1000 Genomes mixed race/ethnicity (ALL)
genetic backbone (NCBI build 37, release date March 2012; n=1,093) using IMPUTE?2,36
with very high-quality imputation (R2 of 0.90) of the rs334 SNP specific for the hemoglobin
S mutation.3738

Statistical analysis

Results:

Main results

We compared baseline characteristics among patient subgroups using the t test or Wilcoxon
rank sum test for continuous variables and 2 test for categorical variables. Since
hospitalized AKI could only be diagnosed during a hospital admission, we also reported
crude rates of all hospitalizations by race.

We performed Cox proportional hazards regression to examine the unadjusted association
of race (Black vs. White) with time to first AKI hospitalization (N=2720). After confirming
no violation of the proportional hazards assumption, we then conducted a series of nested
models that incrementally adjusted for categories of potential explanatory variables: 1)
demographic factors (age and sex); 2) clinical risk factors (eGFR, log uPCR, diabetes,
blood pressure level, any prior cardiovascular disease, and receipt of ACE inhibitors or
ARB); and 3) socioeconomic status (insurance status and level of educational attainment).
Consistent with prior literature, we included eGFR and log uPCR as continuous variables in
our models.3940

To explore the potential role of genetic variants, we assembled a cohort that was restricted
to the subset of 1195 participants with genetic data. We first examined the unadjusted
association of race with time to first AKI hospitalization, and then sequentially adjusted
for similar categories of explanatory variables as follows: 1) demographic factors; 2)
clinical risk factors; 3) presence of high-risk APOL 1 status or SCT; and 4) socioeconomic
status. This analytical approach had been used by prior studies exploring reasons for racial
disparities in AKI incidence.8

Among 2720 CRIC participants included in the main analysis, 1266 (47%) self-identified as
Black and 1454 (53%) as White (Figure 1). Black participants were younger, less likely to
have graduated from high school, more likely to have diabetes, dyslipidemia, higher blood
pressure, higher BMI, and greater amount of proteinuria compared with White participants
(Table 1). There was no significant racial difference in having health insurance (95% versus

Am J Kidney Dis. Author manuscript; available in PMC 2023 November 01.
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96%, for Black and White participants, respectively). Baseline characteristics of the 2,720
eligible CRIC participants overall and by self-reported race are described on Table 1.

During follow-up, Black participants experienced 205 AKI hospitalizations, while White
participants experienced 208. The median time between ascertainment of baseline
characteristics and development of AKI episode was 1.78 years (interquartile range [IQR]
0.87-2.72). Most AKI events were Stage 1 in severity, including 55% of AKI among Black
participants and 59% of AKI among White participants. Stage 2 and 3 AKI accounted for
24% and 20% among Black participants, respectively and 14% and 27% among White
participants, respectively. Incidence of first AKI hospitalization among Black participants
was 6.3 (95% ClI: 5.5-7.2) per 100 person-years versus 5.3 (95% ClI: 4.6-6.1) per 100
person-years among White participants (Table 2). These differences in AKI hospitalization
rates were similar in magnitude to the differences in rates of all hospitalizations among
Black versus White participants (Table 2). Supplementary Table 1 shows potential reasons
for hospitalizations, which appeared comparable between Black and White participants.

In the unadjusted Cox regression model, Black participants were at modestly increased
risk of incident AKI (hazard ratio [HR] 1.22; 95% CI: 1.01-1.48) compared with

White participants (Figure 2). Black participants remained at increased risk of AKI after
adjustment for demographics (adjusted HR [aHR] 1.24; 95% CI: 1.02-1.51), but this risk
was attenuated and no longer statistically significant after additionally adjusting for pre-
hospitalization clinical risk factors (aHR 1.02; 95% CI: 0.83-1.25). Additional adjustment
for socioeconomic factors (i.e., educational attainment and health insurance status) did not
materially change the results (aHR 1.05; 95% CI: 0.85-1.29).

Similar results were seen in our sensitivity analyses after adjusting for ethnicity
(Hispanic vs. non-Hispanic) and using the new race-free 2021 CKD-EPI eGFR equation.32
(Supplementary Table 2).

Genetic analysis

Among 499 Black CRIC participants with APOL 1 and SCT data, 89 (18%) had high-risk
APOL 1 status, and 79 (16%) had SCT. Of the participants with high-risk APOL 1 status, 11
(12%) had at least one episode of AKI, while 14 (18%) of the individuals with SCT had at
least one episode of AKI (Table 3).

In an unadjusted Cox regression model limited to participants with genetic data, Black race
was not significantly associated with AKI (HR 1.10; 95% CI: 0.82-1.48) compared with
White participants (Figure 2). In multivariable Cox regression that adjusted for demographic
factors, Black race was not significantly associated with AKI (aHR 1.12; 95% CI: 0.83-
1.52), with no material change after additionally adjusting for pre-hospitalization clinical
risk factors (aHR 0.94; 95% CI: 0.69-1.29). Additional adjustment for APOL 1 risk status
and socioeconomic status did not substantially change the risk estimates (aHR, 0.98; 95%
Cl: 0.70-1.37 and aHR, 0.95; 95% CI: 0.67-1.35, respectively). Black race was also not
significantly associated with AKI in the SCT-adjusted model (aHR, 0.88; 95% CI:0.63-
1.22).

Am J Kidney Dis. Author manuscript; available in PMC 2023 November 01.
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Discussion:

We examined the risk of hospitalized AKI between Black and White participants in a
multicenter prospective cohort of CKD patients in the U.S. In unadjusted models, we
observed that Black participants had 22% greater hazard for AKI hospitalization than White
participants, but this difference was attenuated and no longer significant after adjusting

for pre-hospitalization clinical risk factors. These findings highlight the importance of
pre-hospitalization baseline risk factors such as diabetes, blood pressure, and proteinuria

in influencing the observed modest racial disparities in AKI in the study cohort. Addressing
racial disparities in these clinical risk factors for AKI, for example, with tighter control of
blood pressure to lower proteinuria, may be a path to mitigate the increased risk of AKI
among Black individuals with CKD.

Several studies have reported varying effect sizes when assessing the association of Black
race with risk of AK1.6.7:9.12.13 Even after adjustment for potential confounders, Black race
was associated with an increased risk of AKI in four hospital-based studies.”-912:13 These
studies enrolled selected populations, including individuals with diabetes,® trauma,2 and
those admitted for Percutaneous Coronary Intervention (PCI).”13 Thus, whether these prior
findings can be extrapolated to a more diverse population of Black individuals without these
conditions is unclear. Furthermore, these earlier studies did not rigorously account for pre-
AKI eGFR and proteinuria—two key AKI risk factors which may differ by race in any given
study population. In our study, the increased risk of AKI among Black participants was
attenuated and no longer significant after adjusting for research protocol ascertained pre-
hospitalization baseline risk factors (in fact adjusting for only baseline proteinuria, or only
baseline diabetes status, or only baseline blood pressure level, or only prior cardiovascular
disease resulted in loss of statistically significant association [Supplementary Table 3]).

In contrast to our findings in CRIC, the Atherosclerosis Risk in Communities (ARIC) study
observed an increased risk of AKI associated with Black race that persisted after adjustment
for pre-hospitalization baseline clinical risk factors in.% Potential reasons for this difference
include that the ARIC study enrolled individuals with a lower burden of risk factors for
AKI, including better baseline kidney function (mean 92 mL/min/1.73m?2 among Black
participants in ARIC vs. 52 mL/min/1.73m2 in CRIC) and lower proteinuria.6 The increased
risk of AKI among Black participants in the ARIC study was attenuated after adjusting for
differences in socioeconomic factors (income and health insurance).b Differences in income
and health insurance can affect health outcomes, and although we did not adjust for income
due to the amount of missing data, there were no racial differences in health insurance in our
study and almost all (=95%) study participants had health insurance regardless of race.

We only observed 11 AKI hospitalizations among individuals with high-risk APOL 1 status,
so we were underpowered to evaluate the association of APOL 1 and AKI. Prior work by
Grams et al., showed that high-risk APOL 1 status was not significantly associated with
increased risk of AKI (aHR: 1.07; 95% Cl, 0.69-1.65).% However, Privratsky et a/, found
that among Black patients undergoing cardiac surgery, those with high-risk APOL 1 status
averaged a more than twofold higher postoperative creatinine.1®> The former study was
limited by ascertainment of AKI using administrative codes;541 and the latter study was

Am J Kidney Dis. Author manuscript; available in PMC 2023 November 01.
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limited by lack of adjustment of baseline eGFR and proteinuria.1® There are several recent
reports that among patients infected with the severe acute respiratory syndrome coronavirus
2 (SARS-CoV-2), high-risk APOL 1 status increased risk of AKI.42-44 Therefore, further
research is necessary to delineate the potential contribution of APOL 1 to risk of AKI.

SCT is another genetic variant that is more common among Black Americans and is
associated with CKD.19:20 Several kidney manifestations of SCT have been reported
including renal medullary cancer, hyposthenuria, papillary necrosis and asymptomatic
hematuria.*® Ischemia and microinfarction are thought to explain some of these
observations,*® and ischemia and microinfarction may also predispose SCT carriers to AKI.
Two older studies had reported an increased risk of AKI among participants with SCT but
they both used administrative codes to define AKI.16:18 A recent study that defined AKI
using acute changes in SCr failed to confirm this association.1” We only observed 14 AKI
hospitalizations among individuals with SCT in CRIC, and thus were limited in our ability
to contribute to the literature.

Our findings have several important implications. First, racial disparities in AKI can be
partially explained by differences in pre-hospitalization AKI risk factors. Targeted strategies
to reduce the disproportionate burden of these risk factors among Black individuals may
alleviate the racial disparities in AKI. Second, although genetic risk factors such as APOL 1
risk status and SCT are relevant in CKD, their role in AKI remains unclear.

Strengths of this study include the use of acute changes in SCr to define AKI, which
represents an advancement over relying on less accurate administrative codes to ascertain
AKI.14 In addition, we rigorously accounted for critical independent predictors of AKI
such as pre-hospitalization eGFR and proteinuria, 394748 which were ascertained using a
well-defined research protocol proximal to AKI hospitalizations. Studies have documented
that Black patients are treated differently than White patients in certain clinical settings and
conditions such as coronary disease,*9 and cancer care,0 and thus reliance on clinical data
can lead to ascertainment bias because there may be racial differences in who gets various
clinical evaluations.

This study should be interpreted in the context of several limitations. First, we only studied
hospitalized AKI and did not consider community-acquired AKI. Second, we did not have
biopsies to better define the etiology of AKI, though kidney biopsies are not routinely
performed in the setting of AKI in current clinical practice. Third, our sample size for

the genetic analysis was modest. Fourth, we did not account for inpatient risk factors for
AKI (e.g., presence or absence of sepsis, receipt of nephrotoxic agents). Fifth, although we
adjusted for presence of clinical risk factors (such as diabetes mellitus), we were unable to
account for severity of these risk factors (for example glycemic control) which may vary
by race. Sixth, a majority of AKI were mild and thus we could not assess associations

by severity of AKI. Seventh, we lacked robust measures of social determinants of health
which are important drivers of racial disparities in health outcomes. However, in our study
there was already no differences in risk of AKI by race before we adjusted for any social
determinants of health such as health insurance and education, so we think this is unlikely to

Am J Kidney Dis. Author manuscript; available in PMC 2023 November 01.
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have biased our results. Lastly, CRIC participants are limited to research volunteers and are
not fully representative of all CKD patients.

In conclusion, our study suggests that racial disparities in AKI incidence are modest and can
be explained by differences in AKI clinical risk factors. Targeted screening and aggressive
management of pre-hospitalization clinical risk factors may reduce the incidence of AKI.

Supplementary Material

Refer to Web version on PubMed Central for supplementary material.
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Racial disparities in acute kidney injury among Black and White
individuals.

Although much is known about racial disparities in end stage kidney disease (ESKD),
few studies have investigated Black and White racial differences in acute kidney injury
(AKI). We examined whether Black participants in the Chronic Renal Insufficiency
Cohort (CRIC) study were at an increased risk of AKI compared with White study
participants, after accounting for differences in pre-hospitalization clinical risk factors,
socioeconomic status, and genetic risk factors. We found that Black participants had an
increased risk of AKI than White participants, however, this risk was modest and was
explained by differences in pre-hospitalization clinical risk factors such as proteinuria,
hypertension, diabetes, and heart failure. These findings suggest that targeted screening
and aggressive management of these clinical risk factors may reduce the risk of AKI.

Am J Kidney Dis. Author manuscript; available in PMC 2023 November 01.



1duosnuen Joyiny 1duosnuey Joyiny 1duosnuen Joyiny

1duosnuep Joyiny

Muiru et al.

Participants enrolled in CRIC
(N=5499)
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Participants with an in-person
visit between July 1, 2013, and
December 31, 2017 (N=3148)

Excluded (n=2351, not mutually exclusive)
Died prior to July 1, 2013 (n=896)
ESKD prior to July 1, 2013 (n=971)
Withdrawal prior to July 1, 2013 (n=281)
Missing eGFR (n=867)

Excluded (n=428)
Non-Black and non-White participants (n=245)
Missing proteinuria (n=200)

Black and White participants

(N=2720)

Figure 1.

Cohort assembly diagram for eligible CRIC participants.
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1.22 (1.01-1.48)
Model A: Unadjusted "
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adjusts for high risk Model B2: Model B1 + Clinical risk factors =~ +———#%——
APOL1)
0.98 (0.70-1.37)
Model B3: Model B2 + APOL1 ——
0.95 (0.67-1.35)
Model B4: Model B3 + SES ——
C: Black vs. White CRIC 0.88 (0.63-1.22)
Participants with Model C3: Model B2 + SCT ——— ' '
Genotype data (Model C3
adjusts for SCT) Model C4: Model C3 + SES 0.86 (0.60-1.22)
. ——————
1.0 4.0

Adjusted Hazard Ratio (95% Confidence Intervals)

Figure 2: Cox regression models evaluating the association of race with timeto first AKI.
Model A: Unadjusted. Model Al: Model A + demographics (age and sex) (n=2720).

Model A2: Model Al + pre-hospitalization baseline clinical risk factors (diabetes, blood
pressure level, prior cardiovascular disease, eGFR, uPCR, and receipt of ACEi or ARB)
(n=2720). Model A3: Model A2 + SES (insurance and education level) (n=2720). Model
B: Unadjusted. Model B1: Model B + demographics (age and sex) (n=1195). Model B2:
Model B1 + pre- hospitalization baseline clinical risk factors (diabetes, blood pressure
level, prior cardiovascular disease, eGFR, uPCR, and receipt of ACEi or ARB) (n=1195).
Model B3: Model B2 + APOL1 (n=1195). Model B4: Model B3 + SES (insurance and
education level) (n=1195). Model C3: Model B2 + SCT (n=1195). Model C4: Model C3 +
SES (insurance and education level) (n=1195). APOL1: apolipoprotein L1; SCT: sickle
cell trait; SES: socioeconomic status; ACEi: angiotensin-converting enzyme inhibitors;
ARB: Angiotensin-receptor blockers; uPCR: urine protein-creatinine ratio; eGFR: estimated
glomerular filtration rate
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Table 1.

Baseline characteristics of 2,720 eligible CRIC participants overall and by self-reported race.
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Characteristic Overall (N=2720) White (N=1454) Black (N=1266) P-values
Age, year, mean (SD) 65.4 (9.3) 66.0 (9.5) 64.7 (9.1) <0.001
Women, n (%) 1204 (44) 554 (38) 650 (51) <0.001
Hispanic ethnicity, n (%) 116 (4.3) 104 (7.2) 12 (0.9) <0.001
High school graduate, n (%) 2378 (88) 1362 (94) 1016 (80) <0.001
Have health insurance, n (%) 2588 (95) 1392 (96) 1196 (95) 0.1
Current cigarette smokers, n (%) 263 (10) 82 (6) 181 (14) <0.001
Medical history, n (%)
Cardiovascular disease 993 (37) 518 (36) 475 (38) 0.3
Heart failure 267 (10) 129 (9) 138 (11) 0.08
Diabetes mellitus 1439 (53) 702 (48) 737 (58) <0.001
Dyslipidemia 2226 (82) 1214 (84) 1012 (80) 0.02
Receipt of ACE-I or ARB 1758 (65) 919 (64) 839 (67) 0.07
Receipt of any antihypertensive medication 2424 (89) 1236 (85) 1188 (94) <0.001
Baseline laboratory values and vital signs
Estimated glomerular filtration rate, mL/min/1.73m?, mean (SD) 51 (17) 52 (16) 52 (17) 0.7
Urine-Protein-to-Creatine Ratio, g/g, median (IQR) 0.2 (0.0-0.4) 0.2 (0.0-0.4) 0.2 (0.0-0.6) <0.001
Body mass index, kg/m2, mean (SD) 32(7) 31(7) 34(7) <0.001
Systolic blood pressure, mmHg, mean (SD) 126 (19) 122 (17) 130 (20) <0.001
Diastolic blood pressure, mmHg, mean (SD) 69 (12) 67 (11) 71 (12) <0.001

ACE-I; Angiotensin-converting enzyme inhibitor, ARB; Angiotensin-receptor blockers,
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Table 2:

Unadjusted rates of AKI hospitalizations, overall and stratified by race
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Overall (2720) White (1454)

Black (1266)

Number of AKI hospitalizations 413 (15.2%) 208 (14.3%)

Unadjusted incidence rate of first AK/hospitalization per 100 . i
person years 5.8 (95% ClI: 5.2-6.3) 5.3 (95% ClI: 4.6-6.1)

Unadjusted incidence rate of a//hospitalizations per 100 o 1 129 o Ol 116
person years 135 (95% ClI: 132-138) 119 (95% Cl: 115-123)

Unadjusted incidence rate of first hospitalization per 100

person years 41 (95% Cl: 39-43) 37 (95% CI: 35-39)

205 (16.2%)

6.3 (95% CI: 5.5-7.2)

152 (95% Cl: 148-157)

47 (95% Cl: 44-50)
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AKI hospitalizations among CRIC participants with genotype data

Table 3:

Events

Unadjusted rate (95% CI)

Overall (N=1195) 177
White participants (N=696) 101
Black participants (N=499) 76
High-risk APOL1 status (N=89) 11
SCT (N=79) 14

14.8 (12.8-17.0)
14,5 (12.0-17.4)
15.2 (12.1-18.7)
12.4 (6.3-21.0)

17.7 (10.0-27.9)

APOL1: apolipoprotein L1; SCT: sickle cell trait.
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