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Advances in regulation of cellular network and treatment of bone
destruction in rheumatoid arthritis*

Deng Ying, Jin Can, Duan Zhi-hao, Zhang Xiao-li, Li Shi-gang
(Three Gorges University School of Medicine, Yichang, Hubei 443002, China)

Abstract: Rheumatoid arthritis (RA) is a chronic autoimmune disease involving multiple joints and can
cause irreversible joint deformity and even disability. Bone destruction is the primary cause of joint damage in RA
patients, and various cells are involved in the process of bone destruction, interacting to form a complex network.
Therefore, this review summarizes the mechanisms of regulation of cellular networks in the destruction of RA bones
and the progress of pharmacotherapy in recent years, and elucidates the process of cell network regulation of RA
bone destruction, so as to provide ideas for drug development for the prevention and treatment of RA bone
destruction.
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