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1. Background
● Chronic kidney disease (CKD) is a common complication of type 2 diabetes (T2D),1 and Black

or African American patients (herein referred to as Black) with T2D are at increased risk of
kidney failure2

● In the FIDELITY prespecified pooled analysis of the FIDELIO-DKD and FIGARO-DKD trials,
reduced risks of kidney and cardiovascular (CV) outcomes were demonstrated with finerenone
versus placebo in patients with CKD and T2D3

● The aim of this FIDELITY subgroup analysis was to evaluate the kidney and CV benefits of
finerenone in Black patients

2. Study design and methods
● This analysis combines individual patient-level data from the FIDELIO-DKD (NCT02540993) and

FIGARO-DKD (NCT02545049) phase III clinical trials. The designs and results of these studies have
been published previously4,5

● Study design, efficacy outcomes, and inclusion/exclusion criteria are shown in Figure 1

Figure 1. Study design, efficacy outcomes, and patient population
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ACEi or ARB for ≥4 weeks
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Kidney composite outcome
Time to first onset of kidney failure,
sustained ≥57% eGFR decline
from baseline over ≥4 weeks,
or renal death

FIDELIO-DKD
N=5734

FIGARO-DKD
N=7437 3 years’ median follow-up

R
Finerenone 10 or 20 mg od

(n=6519)

Placebo
(n=6507)

FIDELITY
Prespecified pooled analysis

N=13,026*

*Prospective exclusion of 145 patients; #at run-in or screening visit; ‡FIDELIO-DKD only; §run-in only; ¶at the run-in or screening visit;
**known significant nondiabetic kidney disease, including clinically relevant renal artery stenosis
ACEi, angiotensin-converting enzyme inhibitor; ARB, angiotensin receptor blocker; CV, cardiovascular; eGFR, estimated glomerular filtration
rate; GFR, glomerular filtration rate; HbA1c, glycated hemoglobin; HFrEF, heart failure with reduced ejection fraction; [K+], potassium
concentration; NYHA, New York Heart Association; od, once daily; T2D, type 2 diabetes; UACR, urine albumin-to-creatinine ratio

3. Results
● Of 13,026 patients, 522 (4.0%) self-identified as Black, of whom 72.2% were from North America
● Baseline characteristics and medication use at baseline were generally similar between Black and

non-Black patients (Table 1)

Table 1. Baseline characteristics and medication use in Black and non-Black patients

Characteristic Black (n=522) Non-Black (n=12,504)

Age, years, mean ± SD 61.8±10.0 64.9±9.5

Male, n (%) 284 (54.4) 8804 (70.4)

Duration of diabetes, years, mean ± SD 16.2±8.8 15.4±8.7

HbA1c, %, mean ± SD 7.9±1.4 7.7±1.4

BMI, kg/m2, mean ± SD 34.1±7.4 31.2±5.9

Systolic blood pressure, mmHg, mean ± SD 138.6±15.7 136.7±14.1

History of cardiovascular disease, n (%) 233 (44.6) 5702 (45.6)

eGFR, mL/min/1.73 m2, mean ± SD 53.8±21.8 57.7±21.7 

UACR, mg/g, median (IQR) 529 (229–1175) 514 (196–1146)

Serum potassium, mmol/L, mean ± SD 4.25±0.46 4.35±0.44 

Baseline medications, n (%)

Angiotensin-converting enzyme inhibitors 255 (48.9) 5389 (43.1)

Angiotensin receptor blockers 302 (57.9) 8135 (65.1)

Beta blockers 356 (68.2) 7394 (59.1)

Diuretics 393 (75.3) 8268 (66.1)

Statins 443 (84.9) 9905 (79.2)

Potassium supplements 69 (13.2) 1167 (9.3)

Potassium-lowering agents 23 (4.4) 849 (6.8)

Glucose-lowering therapies

Insulin and analogues 394 (75.5) 8347 (66.8)

Biguanides 239 (45.8) 7856 (62.8)

Sulfonamides 167 (32.0) 3729 (29.8)

DPP-4 inhibitors 112 (21.5) 4338 (34.7)

GLP-1RAs 76 (14.6) 1801 (14.4)

SGLT-2 inhibitors 41 (7.9) 2118 (16.9)

BMI, body mass index; DPP-4, dipeptidyl peptidase-4; eGFR, estimated glomerular filtration rate; GLP-1RA, glucagon-like 
peptide-1 receptor agonist; HbA1c, glycated hemoglobin; IQR, interquartile range; SD, standard deviation; SGLT-2, sodium-glucose 
co‑transporter-2; UACR, urine albumin-to-creatinine ratio

3.1. Efficacy outcomes
● The effect of finerenone on CV and kidney composite outcomes was not modified in Black and

non‑Black patients (pinteraction=0.48 and 0.90, respectively) (Figure 2)
− 	Despite a small sample size with reduced power, finerenone numerically reduced the risk of the CV

and kidney composite outcomes in Black patients compared with placebo (hazard ratio [HR]=0.79;
95% confidence interval [CI] 0.51–1.24 and HR=0.71; 95% CI 0.43–1.16, respectively) (Figure 2)

Figure 2. Cardiovascular and kidney outcomes in Black and non-Black patients
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● In Black patients, finerenone significantly reduced the urine albumin-to-creatinine ratio (UACR) by
40% at month 4 (least-squares [LS] mean treatment ratio 0.60; 95% CI 0.52–0.69; p<0.0001)
compared with placebo

● In Black patients, LS mean change in estimated glomerular filtration rate (eGFR) from baseline to
month 4 was –4.3 mL/min/1.73 m2 (95% CI –5.5 to –3.2) with finerenone and –1.1 mL/min/1.73 m2

(95% CI –2.4 to –0.1) with placebo (difference of LS means –3.2; 95% CI –4.9 to –1.5; p=0.0002)
− 	LS mean change in chronic eGFR slope from month 4 to end of study was lower with finerenone

compared with placebo in Black patients (–3.5 mL/min/1.73 m2 with finerenone and
–4.8 mL/min/1.73 m2 with placebo; between group difference: 1.4 mL/min/1.73 m2;
95% CI 0.33–2.44; p=0.0098) (Figure 3)

Figure 3. Chronic eGFR slope from month 4 to end of study in Black and non-Black patients

–3.5
–2.8

–4.8
–3.9

–14

–12

–10

–8

–6

–4

–2

0
Black patients Non-Black patients

LS
 m

ea
n 

ch
ro

ni
c 

eG
FR

 s
lo

pe
 fr

om
 m

on
th

 4
 

to
 e

nd
 o

f s
tu

dy
 (m

L/
m

in
/1

.7
3 

m
2  p

er
 y

ea
r)

Finerenone Placebo

Between-group
difference:

1.4 mL/min/1.73 m2

(95% CI 0.33–2.44)
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3.2. Safety outcomes
● In Black patients, the overall incidence of treatment-emergent adverse events was similar between

the finerenone and placebo groups
− 	Adverse events leading to discontinuation of study drug were similar between Black and non-Black

patients in the finerenone and placebo groups (Figure 4)
− 	Incidence of investigator-reported treatment-emergent hyperkalemia was higher in patients treated

with finerenone compared with placebo; however, the incidence of hyperkalemia leading to
discontinuation of study drug was low in both treatment groups and across the Black and
non‑Black patient groups (Figure 4)

Figure 4. Safety outcomes in Black and non-Black patients
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4. Conclusions
● Overall, finerenone appeared to have a similar impact in reducing albuminuria and eGFR slope with

a comparable safety profile between Black and non-Black patients. The benefits of finerenone on
the kidney and CV outcomes appeared consistent across the Black and non-Black subgroups;
however, a larger sample size would be needed to reduce uncertainty around treatment
effect estimates
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