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[ Abstract] Sodium-glucose co-transporter 2 inhibitors( SGLT2i) are developed as novel antihyperglycemic agents which can decrease
blood glucose levels,reduce the incidence of heart failure and cardiovascular death in patients with chronic heart failure, showing dramatic
beneficial cardiovascular outcomes. However, the exact mechanism of this benefit still remain unclear. Several possible mechanisms responsible
for the cardiac benefit of SGLT2i have been proposed, including improving myocardial energy metabolism, reducing inflammation , preventing
adverse cardiac remodeling, inhibiting Na®/H" exchangers, reducing oxidative stress, increasing erythropoietin levels, and improving
mitochondrial dysfunction. This article thus aims to review the possible mechanisms of cardiac benefits of SGLT2i.
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