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Abstract: Cardiovascular disease is the number one killer threatening human health in the world today, and heart failure is the end
point of many cardiovascular diseases. With the development of the aging population and the emergence of new heart failure
subtypes, the efficacy of traditional anti-heart failure drugs is not satisfactory. In recent years, new-type hypoglycemic drugs sodium
glucose transporter 2 (SGLT2) inhibitors have shown good effects in cardiovascular outcome studies, demonstrating the tremendous
research value of such drugs. This article reviews the research progress of SGLT2 inhibitors on heart failure from three aspects:
clinical trial results, cardiac function improvement and potential mechanism analysis.
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