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Research progress in the relationship between antidiabetic medicine and bone metabolism
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Abstract: Diabetes mellitus has become a worldwide health problem that seriously threatens the lifetime and living quality. The risk
of fracture in diabetic patients is higher. Therefore, reducing the risk of fracture is an important goal of diabetes management. As
more and more hypoglycemic drugs are used, the risk of fracture caused by drugs has been increasingly emphasized by clinician.
Numerous studies have confirmed that antidiabetic medicine have a certain effect on bone metabolism. This paper reviews the
progress of effect of antidiabetic medicine on bone metabolism.
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