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[ Abstract] Diabetes often coexists with cardiovascular complications, which are also a common cause of
death in diabetes patients. Therefore, in addition to improving glucose metabolism, it is also necessary to control
cardiovascular complications in diabetes patients. Sacubitril valsartan is a novel compound with dual actions of
inhibiting neprilysin and angiotensin receptor, and it is commonly used as a heart failure drug in clinical practice.
Recent studies suggest that sacubitril valsartan may also have potential metabolic benefits, improving cardiac
function while improving glycemic control in diabetes patients, and it is expected to become a drug that can be used
routinely in diabetes, bringing cardiovascular and metabolic benefits. This review focuses on the clinical efficacy
and metabolic benefits of sacubitril valsartan in the treatment of diabetes patients with cardiovascular diseases.
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