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Effects of anti-osteoporotic drugs on glucose and bone metabolism in diabetic patients
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Abstract: Diabetes is one of the risk factors of osteoporotic fractures, and there is a significant increase in the risk of osteoporotic
and diabetic fractures in patients with type 1 and type 2 diabetes. Studies have shown that the bone turnover in diabetic patients is
significantly lower than that in the normal population, especially in terms of bone formation dynamics. There is no clear guidance for
the treatment of osteoporosis in patients with diabetes and osteoporosis. Anti-osteoporotic drugs, particularly anti-resorptive drugs can
further reduce bone turnover, and affect the secretion of cytokines such as osteocalcin, which may adversely affect glucose
metabolism. Currently, many animal experiments and clinical studies have found that commonly used anti-osteoporotic drugs in
diabetic patients not only have anti-osteoporosis effects but also have a positive effect on glucose metabolism. This article reviews the
effects of anti-osteoporotic drugs on glucose metabolism and bone metabolism in diabetic patients, and hopes to provide an effective
reference for the anti-osteoporotic treatment in diabetic patients and to avoid the occurrence of diabetic fractures.
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