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[Abstract] The main cause of dyskinesia is various kinds of inflammatory joint disease(IJD). The chan-
ges of joint synovium function affect the patients’ motor function. In the physiological status, the fibroblast-
like synovial cells (FLS) in the synovial tissue participate in the lubrication of bone and joint;in the pathologi-
cal state which participate in the occurrence and development of IJD,induce arthritis and destroy the synovi-
um,articular cartilage and joint. FLS plays an important role in the pathological process of (IJD. In order to
further study the role of FLS in IJD,understand the pathogenesis of IJD and seek the treatment targets,the in
vitro study on IJD for FLS is the hotspot at home and abroad. Therefore this paper reviews the function of
FLS in physiological and pathological state,application progress of FLS in diagnosis and treatment of IJD in
order to provide the help for the study of pathological mechanism and treatment target of 1JD.
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