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Abstract

The sodium glucose cotransporter 2 (SGLT2) inhibitor is a new type of oral hypoglycemic drug.

An increasing number of clinical studies show that SGLT?2 inhibitors could improve the cardiovascular prognosis of

diabetes or non-diabetes patients, showing the pleiotropic effect of SGLT2 inhibitors. However, the role of

SGLT2 inhibitors in acute myocardial infarction remains unclear. This article reviews animal experiments and clin-

ical studies of SGLT2 inhibitors in acute myocardial infarction.
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