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[ Abstract ] Empagliflozin (SGLT2i),a new type of hypoglycemic drug, which inhibits the reabsorption of glucose by the proximal

tubular sodium-glucose cotransporter 2 (SGLT2) to reduce the blood glucose level ,is suitable for the treatment of type 2 diabetes mellitus

(T2DM) . More and more evidences show that SGLT2 has protective effects on cardiovascular system while lowering blood glucose. EMPA-

REG OUTCOME test has proved that empagliflozin can reduce cardiovascular mortality, hospitalization rate of heart failure and all-cause

death in T2DM patients. This article describes its protective effects on the heart.
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