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[ Abstract] Sodium-glucose transporter 2 ( SGLT2) inhibitors, the novel anti-diabetic drugs, can
change the levels of minerals, affect bone turnover markers, reduce bone mineral density, disrupt bone
microarchitecture,, accelerate bone turnover and may increase the susceptibility to falls. It suggests that it
may have an impact on bone metabolism and fracture outcomes in patients with diabetes mellitus. It is of

great significance to explore its potential mechanisms and evaluate the risk of fractures caused by the drug for
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selection of drug in clinical practice.
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