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Diabetic Nephropathy: Diagnosis and Therapeutic Targets
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Lifestyle therapy
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Additional drug therapy as

GLP-1R agonist (preferred)

needed for glycemic control, o 3
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EMPA-REG OUTCOME

HR 95%CI
% (empagliflozin)

DECLARE-TIMI
58 (dapagliflozin)

CANVAS Program
(canagliflozin)

Major adverse cardiovascular 0.86 (0.74, 0.99)
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e

(@

Cardiovascular death 0.62 (0.49, 0.77)

)

Hospitalized heart failure 0.65 (0.50, 0.85)

EMPA-REG OUTCOME
(empagliflozin)
Kidney outcomes 0.54 (0.40, 0.75)
Doubling of serum
creatinine, eGFR < 45 mL/
min/1.73 m’, RRT or kidney
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58 (dapagliflozin)

0.53 (0.43, 0.66)
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