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[ Abstract] At present, there is no cure for atherosclerotic cardiovascular disease (ASCVD) , heart failure (HF) , atrial
fibrillation (AF) and other cardiovascular diseases, which can only be delayed by long—term drug treatment, and the morbidity
and mortality of patients are relatively high. The sodium—glucose cotransporter 2 inhibitor, dapagliflozin, is a relatively new
oral hypoglycemic drug, which has been widely studied. However, some studies have found that dapagliflozin can reduce the
cardiovascular mortality or hospitalization rate due to HF in patients with cardiovascular disease regardless of whether the patients
are complicated with diabetes, so it can also play an important role in the treatment of cardiovascular disease. This article reviewed
the effect and mechanism of dapagliflozin in the treatment of ASCVD, HF and AF, in order to provide new ideas for the prevention
and treatment of cardiovascular diseases.
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