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Effect of glucagon-like peptide | receptor agonist

combined with sodium-glucose cotransporter
2 inhibitor on type 2 diabetes

QIN Lii, ZHAN Xiaorong
(Department of Endocrinology, First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

In recent years, the global prevalence of diabetes has increased year by year, and type II diabetes mellitus (T2DM)
accounts for 90%-95% of the total diabetes cases. Glucagon-like peptide-1 (GLP-1) agonist combined with
sodium-glucose cotransporter 2 (SGLT2) inhibitor is a new hypoglycemic drug for T2DM. This article will
discuss the safety and efficacy of GLP-1 agonist combined with SGLT?2 inhibitor in T2DM under the intervention
of standard lifestyle (diet and exercise).
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