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Abstract; Osteoporosis is one of the complications of diabetes. There is a need to prevent and cure osteoporosis when reducing
blood glucose. Recently, some researches show that glucagon like peptide 1 ( GLP-) not only reduces blood sugar level, but also
affects the process of bone turnover. GLP- and its analogues can relieve the high blood glucose status, resulting in the inhibition of
bone resorption. They can influence RANKL signaling pathway to prevent the maturation of osteoclasts. They can also regulate Wnt
signaling pathway to influence osteoblast differentiation and maturation. GLP- and its analogues regulate differentiation of BMSC to
osteoblasts instead of adipocytes. They reduce the production of AGEs in the bone, and inhibit the proliferation and differentiation of
osteoclasts, resulting in preventing bone metabolism and slowing down the progression of osteoporosis.
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