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[ Abstract ]

whose main functions are to promote insulin secretion and inhibit glucagon secretion to reduce blood glucose.

Glucagon-like peptide-1 ( GLP-1) is a kind of incretin secreted by intestinal L cells,

Its preparations are widely used in the treatment of diabetes mellitus. In recent years, it has been found that
glucagon-like peptide-1 analogues have the function of ameliorating muscular atrophy, which is related to in-

hibiting the expressions of myostatin and muscle atrophy factors, enhancing the expression of myogenic fac-

tors, and improving skeletal muscle microcirculation and insulin resistance.
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