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Abstract: The sodium-glucose cotransporter 2 (SGLT2) inhibitor is a new type of oral antidiabetic drug, which has been used in clinic
in recent years. It mainly prevents the reabsorption of excess glucose by inhibiting SGLT2 distributed in renal tubules, promotes the

excretion of urine glucose, so as to reduce the level of circulating blood glucose, and plays the role of natriuretic and diuretic. It is also
a new treatment option for congestive heart failure. With more and more people using SGLT2 inhibitors, it has been found that SGLT2
inhibitors can also reduce cardiovascular outcomes and other cardiovascular protective effects, which can not only benefit the patients

with heart failure, but also have multiple effects on myocardial infarction. Although the relevant mechanism is only speculated at

present, the potential of SGLT2 inhibitors in the treatment of myocardial infarction is ready to come out. The research progress on effect

of sodium - glucose co-transporter 2 inhibitors on myocardial infarction is reviewed in this paper.
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