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ABSTRACT

Background: Standard equations for estimating glomerular filtration rate (eGFR) employ race multipli-
ers, systematically inflating eGFR for Black patients. Such inflation is clinically significant because eGFR
thresholds of 60, 30, and 20 ml/min/1.73m? guide kidney disease management. Racialized adjustment of
eGFR in Black Americans may thereby affect their clinical care. In this study, we analyze and extrapolate
national data to assess potential impacts of the eGFR race adjustment on qualification for kidney disease
diagnosis, nephrologist referral, and transplantation listing.
Methods: Using population-representative cross-sectional data from the United States National Health
and Nutrition Examination Survey (NHANES) from 2015-2018, eGFR values for Black Americans were cal-
culated using the Modification of Diet in Renal Disease (MDRD) equation with and without the 1.21 race-
specific coefficient using cohort data on age, sex, race, and serum creatinine.
Findings: Without the MDRD eGFR race adjustment, 3.3 million (10.4%) more Black Americans would
reach a diagnostic threshold for Stage 3 Chronic Kidney Disease, 300,000 (0.7%) more would qualify for
beneficial nephrologist referral, and 31,000 (0.1%) more would become eligible for transplant evaluation
and waitlist inclusion.
Interpretation: These findings suggest eGFR race coefficients may contribute to racial differences in the
management of kidney. We provide recommendations for addressing this issue at institutional and indi-
vidual levels.
Funding: No external funding was received for this study.
© 2021 The Author(s). Published by Elsevier Ltd.
This is an open access article under the CC BY-NC-ND license
(http://creativecommons.org/licenses/by-nc-nd/4.0/)
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Evidence before this study

Analysis of the race adjustment in estimated glomeru-
lar filtration rate (eGFR) by the Chronic Kidney Disease Epi-
demiology Collaboration (CKD-EPI) equation—which multi-
plies eGFR by 1.159 if a patient is identified as “Black”—
suggests that removal of the adjustment would increase the
percentage of Black adults diagnosed with CKD, referred to
specialty care, and referred for transplant by 3.5%, 0.2%, and
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0.05%, respectively. However, given that most institutions use
the Modification of Diet in Renal Disease (MDRD) equation
(which includes a racial coefficient of 1.21), these values may
be underestimates.

Added value of this study

Using population-level data from the United States, this
study finds that removal of the race correction from the
MDRD equation would increase the percentage of Black
adults diagnosed with CKD, referred to specialty care, and re-
ferred for transplant by 10.4%, 0.7%, and 0.1%.

Implications of all available evidence

eGFR race adjustments systematically disadvantage Black
patients. Abandoning racialized eGFR calculations dismantles
discriminatory and unscientific practices and provides oppor-
tunity for more accurate and equitable medicine. Recently,
the American Society of Nephrology and the American Kid-
ney Foundation released a new, race-free, creatinine-based
eGFR equation and encouraged increased use of cystatin C
as a confirmatory measure of kidney function. The data from
this study support this recommendation and its implementa-
tion throughout the world.

1. Introduction

Chronic kidney disease (CKD) involves alteration of the kid-
ney resulting in damage or decreased function for at least three
months, regardless of the cause [1]. Estimated glomerular filtration
rate (eGFR) emerged as a convenient alternative to 24-hour urine
collection and remains the predominant method of assessing kid-
ney function and progression of CKD worldwide. Given its clini-
cal utility, quantitative eGFR thresholds inform referral to specialty
care, medication dosing, and evaluation for the kidney transplant
waitlist [2].

Two equations for eGFR predominate in North American health-
care systems: the 1999 Modification of Diet in Renal Disease
(MDRD) equation, and the 2009 Chronic Kidney Disease Epidemiol-
ogy Collaboration (CKD-EPI) equation [3]. These equations include
race adjustments that multiply eGFR by 1.21 or 1.16 respectively, if
the patient is identified as “Black.” [4]. These race-specific adjust-
ments have spurred growing controversy in recent years [5,6].

Though the MDRD study did demonstrate that as a group, self-
reported Black patients had a higher measured GFR when com-
pared to White patients with the same serum creatinine concen-
trations, it is important to recognize that the process by which
Black race was included in the MDRD is specious [7]. Without
specifying a functional definition or hypothesis [8], authors of the
1999 study included “Black ethnicity” among the initial predictor
variables in stepwise regression modeling effects on GFR [4]. “Black
ethnicity” was among six variables that achieved a p-value of less
than 0.001. A subsequent abstract narrowed these variables and
proposed a “race” coefficient of 1.21 [9].

Black Americans could differ from the referent population in
countless social, material and lifestyle dimensions, but the MDRD
authors provided only one post hoc justification for inclusion of
race in the equation, suggesting that race proxies average differ-
ences in muscle mass between Black and White subjects [7]. The
three small studies referenced, however, relied on convenience
samples, did not support the use of race as an informative sub-
stitute for muscle mass, and provided no control for social fac-
tors [4,5-13]. Furthermore, the authors did not show that Black
and White participants were equivalent for relevant factors besides
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Panel 1: A 65 year old woman who identified as white with a
serum creatinine of 2.8 mg/dL has an eGFR of 18. With the
race adjustment, the eGFR increases to 21, rendering a Black
woman of the same age and creatinine ineligible for specialty
nephrology referral or inclusion on the kidney transplant list,
whether she was born in Nigeria, has two American-born
Black parents, or one White parent and one biracial parent.
Because of this, the Black woman is not evaluated by a
transplant nephrologist or listed for kidney transplant until two
years later.

Panel 1. Panel 1.

race. Data from a subset of MDRD participants showed Black par-
ticipants had excess diabetes, hypertension, and poverty—all inde-
pendent predictors of CKD—compared to their White counterparts,
but this did not factor into the development of the MDRD equation
[10].

Despite these flaws, the MDRD’s inclusion of race served as
proof of concept for race adjustment in the 2009 CKD-EPI equa-
tion. Of further concern, though the CKD-EPI cohort included pa-
tients of multiple races, authors exclusively categorized individuals
as either “Black” or “Non-Black” for purposes of race adjustment,
suggesting illogically that Black people are uniquely distinct from
all other humans [5,11].

Since 1999, these and further analyses have theorized on racial-
ized physiologic differences and reiterated the importance of racial
adjustment [12-15]. While we acknowledge that such studies
demonstrate population-based differences in kidney function mea-
surements, we reiterate that similar errors in methodology, study
design, and theorization exist to undermine the conclusion that
race-based coefficients are necessary for clinical care. For example,
authors in 2020 argued that a model with linear terms for height
and weight was less accurate than one including the binary race
indicator, although the authors do not justify this particular model
specification from among all possible specifications. The estimated
GFR based on MDRD and CKD-EPI equations is already standard-
ized to a body surface area of 1.73 m2, with the intention of mak-
ing it independent of height and weight [12]. This body surface
area value is derived from a a sample of 25 year old White Ameri-
cans in 1927 [16]. Clearly American body habitus has changed over
the subsequent century, and there is variation within and between
populations that is ignored by using this single standard.

Despite these critiques, eGFR race adjustments remain widely-
used and cause far-reaching clinical consequences. Race-specific
inflation can restrict access to treatment at critical junctures by
requiring Black patients to reach greater kidney dysfunction be-
fore meeting benchmarks of disease (See Panel 1.) Recent analysis
demonstrated that a significant percentage Black patients would be
diagnosed with more severe kidney disease if eGFR race adjust-
ments were eliminated [17,18] The eGFR multiplier can also im-
pede organ receipt, since patients must have a GFR of equal to or
less than 20 ml/min/1.73m?2 to qualify for the kidney transplant list
[2,18,19] (See Panel 2.)

Previous analysis of the CKD-EPI race coefficient—which multi-
plies eGFR by 1.159 if a patient is identified as “Black”—suggests
that removal of the adjustment would increase the percentage of
Black adults diagnosed with CKD, referred to specialty care, and
referred for transplant by 3.5%, 0.2%, and 0.05%, respectively [18].
However, only 4 percent of US laboratories utilize the CKD-EPI
equation [20]. Given that most institutions use the MDRD equation
(which includes a racial coefficient of 1.21), these values may be
underestimates. In this study, we use population-level data from
the United States to quantify the potential effect of the race ad-
justment on potential for CKD diagnosis, nephrology referral, and
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Panel 2: A 65 year old man with type 2 diabetes and coronary
artery disease presents for transplant evaluation and has a projected
waiting time of four years. For this case, we presume that the
patient is listed when his eGFR is 20, potentially two years before
he would reach kidney failure and start dialysis. This patient would
need two additional years of post-dialysis accumulated waiting
time before kidney transplant. If, however, the patient were
delayed in his transplant referral, or was not included on the
transplant list until he started on dialysis, all four years of projected
waiting time would have to be spent while he is on dialysis, when
he is at significantly higher risk of disease complications and death
compared to the pre-kidney failure period of his life.

Panel 2. Time on the waitlist is one of the most important factors in determining
who receives kidney transplant. Overestimation of eGFR in Black patients means
the transplant clock does not start until they are sicker. This delay reduces al-
location scores, leading to decreased quality of life, more serious co-morbidities,
poorer surgical outcomes, and increased mortality for Black kidney transplant can-
didates amidst existing racial inequities in kidney disease and kidney transplant re-
ferral, listing, and receipt.

qualification for kidney transplantation for Black Americans, based
on quantitative eGFR thresholds currently used in clinical nephrol-
ogy.

2. Methods
2.1. Data Source

The National Health and Nutrition Examination Survey
(NHANES) is a program of studies conducted by the National
Center for Health Statistics (NCHS), a branch of the U.S. Pub-
lic Health Service in the US Department of Health and Human
Services, to examine disease prevalence and trends over time
in different cross-sectional representative samples of noninstitu-
tionalized US civilian residents. The survey includes interviews,
physical examinations, and laboratory tests, and examines a
representative sample of about 5,000 persons annually. NHANES
sample characteristics have been previously described at https:
//[www.cdc.gov/nchs/products/databriefs.htm?program=nhanes.
This study uses data from the 2015-2016 and 2017-2018 co-
horts. The full sample included 10,739 participants. We re-
stricted the analytical sample to Black/African American (non-
Hispanic/Latino) persons, arriving at a sample of 2,401 partic-
ipants. These data are de-identified and publicly available at
https://www.cdc.gov/nchs/nhanes/index.htm. Ethical approval was
not required, as secondary analysis of NHANES data does not meet
the definition of human subjects research.

2.2. Participants

Participants are selected to represent the civilian, noninstitu-
tionalized population of the US. Signed consent is obtained from
each eligible individual that grants permission to conduct a house-
hold interview, physical examination, to store a small sample of
blood and urine for future specimen testing, and to collect a sam-
ple for genetic testing. For this study, we used population weighted
sampling of self-identified Black adults aged 18 and older. Labo-
ratory methods for determination of serum creatinine have been
described elsewhere [21].

2.3. Measures and Statistical Analysis

All analyses were conducted in R. Because the MDRD is more
commonly-used in United States laboratories compared to CKD-
EPI, we calculated eGFR using the MDRD equation with and with-
out the 1.21 race coefficient using cohort data on age, sex, race,

EClinicalMedicine 42 (2021) 101197

Table 1

Unweighted and weighted sample size by estimated glomerular fil-
tration rate (eGFR) using the Modification of Diet in Renal Disease
(MDRD) equation with and without a race coefficient, Black/African
American adults, National Health and Nutrition Examination Survey,

2015-2018.
Sample Size

Unweighted ~ Weighted
Full Sample 2,401 26,979,870
eGFR (MDRD, with coefficient)
>60 mL/min/1.73m? 1,975 22,603,138
20 to 60 mL/min/1.73m? 174 1,491,088
<20 mL/min/1.73m? 16 153,187
eGFR (MDRD, without coefficient)
>60 mL/min/1.73m? 1,730 20,284,834
20 to 60 mL/min/1.73m? 416 3,792,434
<20 mL/min/1.73m? 19 170,144

and serum creatinine [4,22,20]. We used three eGFR thresholds to
estimate the impact of the race coefficient on care delivery: <60
mL/min/1.73 m? body surface area, at which a patient is consid-
ered to have moderate CKD, <30, at which general nephrology re-
ferral is recommended and the use of nephrotoxic medications are
contraindicated, and <20, at which specialized transplant nephrol-
ogy referral is recommended, and patients becomes eligible for
registration on the kidney allocation system (KAS) waitlist [23].
Using weighted samples to account for the survey design, we es-
timated the proportion of Black American adults whose eGFR val-
ues were at these thresholds with and without the race coefficient.
This study adheres to RECORD reporting guidelines.

2.4. Role of the Funding Source

No external funding was received for this study.

3. Results

Among Black participants in the 2015-2016 and 2017-2018 co-
horts (unweighted sample with n=2,401 Black/African American
participants, corresponding to a weighted sample of 26,979,870
Black/African American adults), the distribution of eGFR changes
with the elimination of the race multiplier (See Figure 1.) For pa-
tients whose eGFR values would otherwise be <60 mL/min/1.73
m?, the race coefficient adds a median of 11 mL/min/1.73 m2 and
results in a reduction in the proportion of individuals with eGFR
values >60 mL/min/1.73 m2 from 93.2% (95% Cl: 92.2-94.4%) to
83.7% (95% ClI: 82.0-85.0%). When extrapolated to population data,
this represents the possibility of missed diagnosis of moderate CKD
for 3.3 million Black Americans. (See Table 1.)

This change is largely driven by shifts in persons being classi-
fied with eGFR values between 20-60 mL/min/1.73 m2. Eliminating
the race-specific factor increases the proportion of Black individu-
als with an eGFR between 20-60 mL/min/1.73 m?2 from 6.2% (95%
Cl: 5.2-7.0%) to 16.6% (95% CI: 14.1-17.0%), which accounts for a
difference of approximately 3.2 million Black Americans.

Without the MDRD race adjustment, 1.7% (95% CI: 1.0-3.0%) of
Black individuals have eGFR values <30 mL/min/1.73 m2, corre-
sponding to 730,000 people. The race coefficient adds a median
of 4.6 mL/min/1.73 m? for patients whose eGFR values would oth-
erwise be <30 mL/min/1.73 m2, resulting in a reduction in the
proportion of individuals with eGFR values <30 mL/min/1.73 m2
to 1.0% (0.6-2.0%), representing a decrease of 300,000 Black adults
(See Figure 2.)

Without the race-specific factor, 0.7% (95% CI: 0.4-1.0%) of Black
individuals have eGFR values <20 mL/min/1.73 m?, correspond-
ing to 218,500 people. The race adjustment adds a median of 1.9


https://www.cdc.gov/nchs/products/databriefs.htm?program=nhanes
https://www.cdc.gov/nchs/nhanes/index.htm

JW. Tsai, J.P. Cerdefia, W.C. Goedel et al.

Density

EClinicalMedicine 42 (2021) 101197

0 50

100 150 200

Estimated glomerular filtration rate (ml/min/1.73m?)

Legend . Race Multiplier Omitted . Race Multiplier Used

Figure 1. Distribution of estimated glomerular filtration rates among Black/African American (non-Latinx) adults calculated using the Modification of Diet in Renal Disease
(MDRD) equation, with and without the use of the race multiplier. The y-axis of the density plot shows the kernel density estimation of the probability density function for

eGFR.

Note: Distributions are truncated at the 99th percentile. eGFR values range from 4.6 to 413.7 when the race multiplier is used and from 3.8 to 341.3 when the race multiplier

is not used.
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Figure 2. Number of Black/African American (non-Hispanic/Latino) adults with eGFR values of 60 mL/min/1.73 m? or greater and between 30 and 60 mL/min/1.73 m? with
and without the use of a race-specific coefficient. Error bars indicate 95% confidence intervals around each point estimate.

mL/min/1.73 m2 and results in a decrease in the portion of individ-
uals with eGFR values <20 mL/min/1.73 m? to 0.6% (95% ClI: 0.4-
1.0%), amounting to 31,000 fewer Black individuals (See Figure 3.)

4. Discussion

Our findings demonstrate that if the MDRD race adjustment
were eliminated from US clinical practice, approximately 3.3 mil-
lion more Black Americans might be classified as having an eGFR

of <60 mL/min/1.73 m2, increasing the percentage of Black Ameri-
cans with eGFR values <60 from 6.2% to 16.6%. This is one diagnos-
tic threshold for Stage 3 CKD, at which point complications of kid-
ney disease such as hypertension, anemia, and bone disease begin
to develop. This suggests that Black Americans may be less likely
to receive care for these complications, particularly since moder-
ate kidney disease rarely presents with overt symptoms. In similar
analysis examining the CKD-EPI equation, Diao et. al. also found
that abandoning the race adjustment would allow thousands more
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Figure 3. Number of Black/African American (non-Hispanic/Latino) adults with eGFR values between 20 and 30 mL/min/1.73 m? and 20 mL/min/1.73 m? or less with and
without the use of a race-specific coefficient. Error bars indicate 95% confidence intervals around each point estimate.

Sources: N/A Notes: N/a

Black patients to qualify for Medicare coverage of medical nutri-
tional therapy and kidney disease education [18]. Given the larger
multiplier of the MDRD equation and its prevalence in clinical set-
tings, we find that elimination of race would affect even larger
numbers of Black Americans.

In addition, without the MDRD race adjustment, approximately
300,000 additional Black Americans might be classified as having
an eGFR <30 mL/min/1.73 m?Z, which is a threshold for ability to
safely dose nephrotoxic agents like intravenous contrast and cer-
tain oral diabetes medications (e.g., Metformin, SGLT-2 inhibitors.)
An eGFR of 30 mL/min/1.73 m?2 is also the point at which guide-
lines recommend nephrology referral, which is associated with de-
creased hospitalization and mortality rates [23-27]. Thus, inappro-
priately inflated eGFR may affect access to specialty care, and could
contribute to poorer health outcomes.

We also find that removing the MDRD race multiplier might
result in 31,000 more Black Americans meeting the eGFR thresh-
old of <20 mL/min/1.73 m?2, which is required for referral to
specialized transplant nephrologists and inclusion on the kidney
transplant waitlist. Kidney transplant significantly increases sur-
vival: Whereas individuals with kidney failure experience 134
deaths/1000 patient-years, patients who have received kidney
transplant have a mortality rate of 29 deaths/1000 patient years
[28]. Women aged 45 to 49 on dialysis live just 8.7 years on av-
erage, whereas matched cohorts who receive transplants live 25
more years—almost three times as long [28]. In addition, 58% of
dialysis patients die from arrhythmia, cardiac arrest, or withdrawal
while only 21% of transplant recipients succumb to such complica-
tions [28]. Thus, race-specific eGFR adjustments may affect candi-
dacy for kidney transplant receipt, as well as donation.

Our data alone do not suggest that eliminating race adjustment
would automatically alter kidney disease management for Black
Americans or increase the number of Black Americans on the KAS
waitlist, as clinical care is multifactorial and beset by existing racial
inequities. For instance, even Black patients who do qualify for kid-
ney transplant are less likely to be identified as transplant candi-
dates, referred to transplant evaluation, placed on transplant wait-
lists, or diagnosed while kidney transplant is still a viable option
[27]. still, race-specific eGFR adjustments introduce further sys-

temic barriers that can delay critical management of kidney dis-
ease.

Our analysis shows the impact of a racialized algorithm that
lacks prima facie validity and has never been substantively justi-
fied. Although race remains statistically predictive in the MDRD
equation [29], using race as a vague proxy for a slew of consider-
ations including physical activity, diet, social class, inequality, and
other behavioral, cultural, and occupational patterns is ad hoc, non-
specific, and unstable over time and place. There is no reason to
assume that socio-cultural correlations currently prevailing in the
US are consistent internationally, homogenous nationally, or static.
MDRD race adjustments do not improve the accuracy of eGFR for
Black populations outside the US [30], and indeed, even in the
US, some recent investigations have reported no significant racial
difference in measured GFR and conclude that race coefficients
are unnecessary [31]. Nonetheless, MDRD race adjustments have
been applied to global populations on which they have never been
developed or validated [3,30,32], and scholars continue to dedi-
cate resources towards developing inconsistent ethnic multipliers
fraught with similar issues [11,33].

Finally, regardless of the size, the presence of racialized coeffi-
cients falsely reinforces race as an essential determinant of phys-
iology and erroneously presumes uniform differences in Black pa-
tients. There is no valid or “gold standard” measure of “Blackness”
to estimate consequences to a false precision of 1.21 or 1.16, and it
is questionable to inflate kidney function based on a pliable con-
cept such as race, especially without an explicit functional defi-
nition [8]. Although prior studies identified significant differences
between kidney function of Black patients and patients of other
races, this variation likely occurs due to confounding variables such
as socioeconomic status and diet. For instance, prior studies have
found that racial—or ancestral—associations with health conditions
including hypertension and Alzheimer’s disease no longer persist
after adjustment for education [34,35]. The problematic notion that
racial adjustments capture intrinsic distinctions is not supported
by careful analysis, embeds damaging notions of racial biology into
U.S. culture and scholarship, and has been demonstrated to in-
crease racial prejudice and animosity [36,37].
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Our study carries limitations. First, calculation of eGFR using
the MDRD equation may oversimplify the model by either includ-
ing or excluding the 1.21 multiplier for Black patients. Given that
the original investigation included “ethnicity” among other predic-
tors, removal of this variable may affect the model in other ways
for which we do not account. Second, multiple considerations in
addition to eGFR determine if and when patients receive referral
to nephrology care, transplant nephrology evaluation, and inclu-
sion on the kidney transplant waitlist. Our study focused exclu-
sively on the impact of eGFR. In addition, our modeling utilized
analyses regarding a single measurement of creatinine recorded in
NHANES data, though we recognize that CKD classification and di-
agnosis is based on demonstration of decreased kidney function for
three months. Third, these data are based on United States samples
and clinical thresholds and are not generalizable to other contexts.
Fourth, while the use of data from NHANES allows us to assess the
distribution of eGFR in a population-based sample, the underlying
sample size in some categories can result in imprecise estimates
with wide confidence intervals that should be interpreted with
caution. Future research could develop and assess new creatinine-
based eGFR estimations that do not include race, consider effects
of socioeconomic status, insurance, and experiences of racism on
kidney disease and treatment, evaluate the impact of institutional
policy changes regarding the use of race in estimations of kidney
function, and analyze outcomes in other global populations.

Our findings lend themselves to multiple recommendations.
First, we argue that eGFR race adjustment should be abandoned.
This is in line with consensus established by the American So-
ciety of Nephrology (ASN) and National Kidney Foundation (NKF)
Task Force on Reassessing the Inclusion of Race in Diagnosing Kid-
ney Diseases, which formally recommends the removal of the eGFR
race variable in all laboratories [38]. Though some scholars note
that eliminating race adjustment would decrease the number of
Black kidney donor candidates [18] or increase individual and insti-
tutional costs by prompting treatment of Black patients who pre-
viously would not be diagnosed with CKD [18], it is important to
note that Black kidney disease patients already receive unequal
care and eliminating race coefficients would improve reduce racial
inequities [25-27,39]. In this case, the benefit of increased sensi-
tivity outweighs the penalty of decreased specificity. More impor-
tantly, this type of discussion—where the pros and cons of race
adjustment are weighed in competition—creates a false dichotomy
and misleading dilemma of restricted options since precise, race-
neutral alternatives like Cystatin C already exist [40].

Second, in conjunction with our first recommendation, we call
for the widespread implementation of race-free estimations of kid-
ney function [40]. New research suggests that novel eGFR equa-
tions that incorporate creatine and cystatin C assays while omit-
ting race are more accurate that existing race-based formulas [41].
These improved approaches should be widely applied and consid-
ered alongside other patient factors such as co-morbidities, diet,
lifestyle, and acute illness in treatment plans [38].

Fifteen people die while waiting on the kidney transplant list
every day: on average, nine of those dead will be Black [42].
Thousands of candidates are removed from the waitlist each year
because they have become too sick. Consequently, preemptive
listing—which allows patients with an eGFR <20 to accumulate
waitlist time at earlier disease stages—increases chance of trans-
plant receipt while reducing morbidity and mortality. Although
some scholars have argued that transition to Cystatin C estimates
may not improve accuracy for all patients and may increase costs
[29], we argue that the potential for reduction in nephrological in-
equities and survival advantage for Black patients again outweigh
these potential limitations.

Third, as healthcare institutions and clinicians transition to
race-free estimations as standard practice, measures should be
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taken to eliminate use of the race adjustment when calculat-
ing eGFR. Since 1999, race-specific eGFR calculations have shaped
clinical landscapes. State legislation in the U.S., for example, re-
quire eGFR reporting with retaining measurement, which effec-
tively mandates race discrepant measures of kidney function [43].
These realities impact public spending, health policy, insurance
claims, and mortality. Institutions can remove the race coefficient
from laboratory reporting. Led by student and faculty activism, sev-
eral institutions, including Beth Israel Deaconess Medical Center,
Zuckerberg San Francisco General Hospital, University of Washing-
ton Medicine, Massachusetts General Brigham and Women’s Hos-
pital, the Mount Sinai Health System, and Vanderbilt University
Medical Center, have already abandoned the race-specific factor.
In the absence of institutional commitment against race multi-
pliers, individual providers can advocate for patients by ensuring
racialized coefficients do not act as barriers to treatment. Clinicians
should utilize a race-conscious approach3¢—reject race-based clin-
ical adjustments while being mindful of existing health inequities
that deprive Black patients of equitable care—and always use the
eGFR estimate that offers the most benefit to each patient.

Our study, as well as mounting scholarship and advocacy, sug-
gests that eGFR race adjustments may constitute barriers to CKD
diagnosis, nephrology referral, and transplant referral, which sys-
tematically disadvantages Black patients [2,5,6,36]. Race coeffi-
cients should not be framed as apolitical, empiric calculations nec-
essary for patient care. We argue for reforms at institutional and
individual levels to mitigate racialized healthcare inequities. Aban-
doning racialized eGFR calculations dismantles discriminatory and
unscientific practices and provides opportunity for more accurate,
thoughtful, and equitable medicine.
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