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[Abstract]

shown to provide cardiovascular benefits to type 2 diabetic patients in large clinical trials, including reduced heart failure

The new hypoglycemic drug sodium-glucose cotransporter 2 inhibitor (SGLT2 inhibitor) has been

rehospitalization rates, cardiovascular mortality, but the specific mechanism is still not very clear. This article will review

the recent literature to discuss the cardiovascular benefit mechanism of SGLT?2 inhibitors in patients with type 2 diabetes.
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