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Abstract: Osteoporosis is a common bone disease with main manifestations of bone mass decreasing, bone
mineral density and bone strength decreasing, and fracture risk increasing. The drug therapies for the
treatment of osteoporosis are mainly hormone substitute therapy, calcium and vitamin, inhibiting bone
absorption, promoting bone formation, and traditional Chinese medicine. Sclerostin is a glycoprotein secreted
by osteocyte and can bind to LRP6 to block the Wnt signal and B-catenin signal and to inhabit the
differentiation, action, and survival of osteoblast. Sclerostin has become a new drug target for the treatment
of osteoporosis because of its mechanism. Recently, sclerostin monoclonal antibody has been conducted to
the animal experimental and pre-clinical experiment. The results of experiments show that sclerostin
monoclonal antibody can promote bone formation to increase bone density. The safety of sclerostin needs to
be further researched, however, it bring a new view for the treatment of osteoporosis.
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