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[ Abstract] Sodium-dependent glucose transporter 2 inhibitors ( SGLT2i) have been widely used for
glucose-lowering therapy andalso recommended as a class I medication for treating heart failure.
However, the exact effects and mechanisms of SGLT2i in coronary heart disease (CHD) are still not
fully understood. This review summarizes the pharmacological effects and relevant mechanisms of

SGLT2i in CHD, particularly for improving vascular endothelial function; and also discusses

limitations of related studies and future research directions.
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Fig.1 Pharmacologic effects of SGLT2i in coronary heart disease and related mechanisms
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