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Abstract: Rheumatoid arthritis (RA) is an autoimmune disease characterized by chronic inflammation of
the synovial lining of the joint, and its pathogenesis remains unknown. More and more evidences indicated
that mast cells (MCs) play a critical role in the pathogenesis of RA and are participated through various
pathways in the RA processing. Activated MCs release a large number of inflammatory mediators causing
the changes of the microenvironment of the joint cavity, which induces the recruitment of other immune
cells and the activation of other type of synovial cells, along with MCs together involved in the process of
inflammation and tissue damage. Recently, mast cell as the therapeutic target for RA diseases is becoming
a focus of new drug development, therefore, studying and discussing the biological characteristics and
functions of mast cells and their relationships with RA progress in depth will help to understand the patho-
logical mechanisms and to open a new avenue for the therapy of RA.
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