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[ Abstract |

As an inhibitor of osteogenesis, sclerostin (Scl) plays a vital role in bone metabolism

through Wnt-3-Catenin signaling pathway. It is confirmed that the monoclonal antibody targeting Scl (Scl-Ab)

can antagonize the negative effect of osteogenesis, thus having advantageous effects on treating osteoporosis

and bone fracture in clinical in recent years. Besides, Scl-Ab has indicated efficacy and superiority on other

bone diseases,such as osteogenesis imperfecta,rheumatoid arthritis and multiple myeloma.
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