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Abstract: Rheumatoid arthritis is a multifactorial autoimmune disease
with an unknown etiology. In recent years, an increasing number of
research findings have indicated that matrix metalloproteinase — 3
(MMP -3) is most closely related to the pathogenesis of rheumatoid
arthritis and is a key enzyme involved in joint destruction in patients with
rheumatoid arthritis. A large number of studies have shown that
traditional Chinese medicine can play a role in the prevention and
treatment of rheumatoid arthritis by regulating the expression of MMP -3
in theumatoid arthritis. This article explores the possible molecular
mechanisms by which MMP - 3 causes rheumatoid arthritis and
systematically summarizes the literature on the regulation of MMP -3 by
traditional Chinese medicine in the prevention and treatment of
rheumatoid arthritis in recent years, with the aim of providing a
theoretical basis for the research and clinical treatment of rheumatoid
arthritis.
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Table 1 Regulation of traditional Chinese medicine monomers and compound prescriptions on matrix metallo proteinase —3 (MMP -3) in

rheumatoid arthritis
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TNF — o : Tumor necrosis factor — a3 IL — 6 ; Interleukin — 6 ; IL — 18 : Interleukin — 18 ; IL. — 17 ; Interleukin — 17 ; MMP — 3 : Matrix metalloproteinase —3; MMP — 1.

Matrix metalloproteinase — 1 ; MMP — 9 ; Matrix metalloproteinase — 9 ; RA ; Rheumatoid arthritis; TIMP — 1; Tissue inhibitor of metai protease — 1 ; RNNKL:

Receptor activator of nuclear factor — kB ligand.
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