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[ Abstract ] Diabetes is an independent risk factor for cardiovascular events, and cardiovascular disease with diabetes increases the
risk of death. The novel sodium-glucose cotransporter 2 inhibitor has been shown to significantly reduce the cardiovascular mortality and
hospitalization rate of heart failure in diabetic patients, and the mechanism may be related to the reduction of cardiac load, improvement of

cardiac energy metabolism and myocardial remodeling. This article reviews the latest research progress of sodium-glucose cotransporter 2

inhibitors in the prevention and treatment of heart failure, providing a new idea for the treatment of heart failure.
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