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ABSTRACT: Rheumatoid arthritis (RA) is a general small joints involved as the main features of autoimmune disease, joint synovial
pannus formation as the main symptoms, can affects the articular cartilage and subchondral bone, eventually leading to joint disability.
The pathogenesis of RA is not completely clear. With the in-depth study of RA, the relevant studies on its athogenesis mainly focus on
the abnormal signal transduction of synovial cells. Wnt signaling pathway is involved in cell proliferation, differentiation and apoptosis
and plays an important regulatory role in RA synovitis and bone metabolism. In the course of disease development of RA patients, Wnt
signaling pathway plays a role in fibroblast-like synovial cells, osteoblasts and osteoclasts, regulating inflammation and normal

differentiation of chondrocytes.
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