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Summary  Cardiovascular diseases (CVD) and diabetes mellitus pose a threat to human life and health
worldwide. A vicious circle of mutual promotion will take shape to increase risk and mortality further when CVD
is complicated with diabetes mellitus. As a new oral hypoglycemic agent, sodium-glucose cotransporter 2
(SGL'T2) inhibitor has shown significant cardiovascular benefits in addition to lowering blood glucose. However,
the specific mechanism has not been elucidated presently. In order to provide a basis for the further application of
SGLT2 inhibitor in CVD and to improve the clinical prognosis of such patients, this article would consult and

study latest pertinent literature and summarize the recent advance of SGLT2 inhibitor in cardiovascular terms and
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explore the potential mechanisms of its cardiovascular benefits.
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