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Abstract: High prevalence of osteoporosis and the consequent fragility fracture have become a huge threat to elderly osteoporotic
patients. With the pathophysiological mechanisms of osteoporosis are better understood, many clinical treatments have emerged and
achieved certain therapeutic effects in recent years. There are mainly two types of medications for osteoporosis. One inhibits bone
absorption by osteoclasts, which can prevent bone loss rapidly in a short time. But it would increase the fragility of bone in a long
term application, and consequently increase the risk of fragility fractures. Another type of medication can promote bone formation
(e.g. PTH fragment), but long-term usage of it can cause serious side effects, such as tumor. To find a new drug target for
osteoporosis has become an urgent task. With the development of proteomics, more and more osteoporosis-related proteins have
been found, which provides opportunities for the development of new drugs. Insulin-like growth factor binding globulin (IGFBP) is
regarded as a highly osteoporosis-related protein, but the mechanism of its effect is still rarely mentioned. This review summarizes
the research progress on the relationship between IGFBP and osteoporosis.
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