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Abstract: Both diabetes and osteoporosis are prevalent in human population. The relationship between
diabetes and osteoporosis is complicated and has been investigated extensively. However, the conclusion
remains controversial. Massive studies show that osteopenia is related to diabetes. The mechanism is
complicated. It may be related to the calcium and phosphorus metabolism, cytokines disorders, diabetes

complications, etc. Diabetes and osteoporosis seriously affect human health. Therefore it is crucial to prevent

and treat diabetic osteoporosis.
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