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[ Abstract] Normal human bone mass is maintained by the process of bone remodeling, including
bone formation and bone resorption. Factors which increase bone resorption and reduce bone formation could
reduce bone mineral density, and thus resulting in osteoporosis. Incretin is secreted by the intestinal cells,
which can stimulate insulin secretion and regulate glycometabolism. Incretin includes glucagon-like peptide
(GLP), and glucose-dependent insulinotropic polypeptide (GIP). GIP and GLP-1 can inhibit bone resorp-
tion, while promoting bone formation, and the current study shows that GLP-2 only inhibits bone resorption.
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