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Glucagon-Like Peptide-1 Receptor Agonists in Cardiovascular Disease
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[ Abstract] In recent years,new antihyperglycemics have gained significant benefits in cardiovascular disease treatment. Glucagon-like

peptide-1 receptor agonist( GLP-1RA) is a new generation of antihyperglycemics, which not only has obvious hypoglycemic effect, but also

plays a protective role in the cardiovascular system by increasing the activity of incretin. Basic and clinical studies have shown that GLP-1RA

can inhibit immune response , inhibit smooth muscle cell proliferation,,and improve atherosclerosis formation,, which has attracted wide attention

in cardiovascular clinical research. This article reviews the direct or indirect effects of GLP-1RA on cardiovascular diseases,so as to provide a

theoretical basis for clinical prevention and treatment.
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