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Effect of Glucagon-like peptide-1 on cardiovascular disease in Type 2 diabetes patients

YANG Shu-fen', CHEN Hong-mei’"
( 1.Shantou University Medical College, Shantou 515041, China; 2.Department of endocrinology, Guangdong General Hospital, Guangzhou
510080, China )

[ Abstract] Objective: Recent studies demonstrate glucagon-like peptide-1 and its analogs have the cardioprotection effect, and
provid new options of treatment for patients with diabetic cardiovascular disease. Methods: Relevant information was identified through a
literature research of PubMed, the cardiovascular protective effect and its related mechanism of glucagon-like peptide-1were summarized.

Results and Conclusion: Besides glycemic control, cardioprotection effect of glucagon-like peptide-1 and its analogs via different

pathways were confirmed, which is beneficial to searching new strategies for patients with diabetic cardiovascular disease.
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