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a10 mg if screening eGFR <60 mL/min/1.73 m2; 20 mg if 260 mL/min/1.73 m2. Up-titration encouraged from month 1 if serum potassium <4.8 mmol/L and eGFR stable. A decrease in the dose from 20 to 10 mg od was allowed any time ) - .
after the initiation of finerenone or placebo. PPatients with moderately elevated albuminuria (UACR 30-300 mg/g) were required to also have diabetic retinopathy. “Mean sitting SBP 2170 mmHg or mean sitting DBP =110 mmHg at the SGLT-2is 100 (4) 159 (6) Pointwise 95% CI — Fitted curve  ssssss No effect - == Qverall effect discontinuation
run-in visit or mean sitting SBP 2160 mmHg or mean sitting DBP =100 mmHg at the screening visit. AKnown significant nondiabetic kidney disease, including clinically relevant renal artery stenosis.

Full analysis set. Missing data for n=7 patients (finerenone) and n=4 patients (placebo). Full analysis set. A Cox proportional hazards model is fitted stratified by region, albuminuria at screening, and eGFR at screening, including treatment, a aUsing the MedDRA preferred terms “hyperkalemia” and “blood potassium increased.” PPatients with TEAE.
cubic B-spline of HbAlc with 3 equally spaced knots and its interaction with treatment as covariates.
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