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[ Abstract] Glucagon-like Peptide-1 (GLP-1) receptor agonists and dipeptidyl peptidase-4 (DPP-
4) inhibitors are new kinds of drugs to treat type 2 diabetes mellitus. It was demonstrated that GLP-1 has
an obvious cardioprotective effect mainly achieved by relaxing vascular vessels, improving endothelial
function, improving endothelial function and promoting the functional recovery of pathological ventricle,
which can directly or indirectly protect the heart. GLP-1 receptor agonists and DPP4 inhibitors also
showed important effects on the body weight, blood pressure, lipids, and other cardiovascular risk factors.

GLP-1 receptor agonists and DPP4 inhibitors have more advantages than other anti-diabetes drugs
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because they act on a new target. They will be a useful new class of anti-diabetes drugs.
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