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[ ABSTRACT ]

joints.

Rheumatoid arthritis (RA) is one of the common autoimmune diseases characterized by chronic synovitis of the

During the course of RA, the synovium transforms into a proliferative invasive tissue, and the fibroblast-like synoviocytes

(FLS) in the inner layer of the synovium exhibit an invasive phenotype, producing various pathogenic mediators that drive the occur-

rence and development of the disease.

This article reviews the mechanisms of FLS in inflammation, bone and cartilage destruction,

and angiogenesis in RA, aiming to enhance clinical understanding of FLS in RA.
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