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[ Abstract)

ses 1/3 and produce biologically active glucagon-like peptide( GLP)-1 under certain conditions such as dia-

Recent studies have shown that islet « cells are induced to express prohormone converta-

betes, insulin resistance, obesity, pregnancy and other metabolic stress process. The endogenous GLP-1 sig-
naling induced by metabolic stress may act on the adjacent B cells in a local paracrine manner, which acts as
an endogenous adaptive compensatory mechanism to protect islet § cells from stress damage. Moreover, many
factors such as GLP-1, gastric inhibitory polypeptide, insulin, cholecystokinin, and cytokines such as inter-
leukin-6, stromal cell-derived factor-1, etc, can regulate the expression of endogenous GLP-1 in islets
through a variety of intracellular signaling mechanisms. Drugs that target endogenous GLP-1 signaling in the
islets may be a new and effective treatment for type 2 diabetes.
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