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Action Mechanism of Tanshinone II A in Treatment of Rheumatoid Arthritis
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Abstract ;: Rheumatoid arthritis is a systemic immune — mediated disease involving multiple systems and tissues,and the pathogenesis is
complex. In recent years, there has been more and more research on the drug treatment of rheumatoid arthritis, and herbs have gradually
come into the public eye with their newer and safer advantages. tanshinone [I A is the main active substance in the fat — soluble compo-
nents of traditional Chinese medicine Danshen ( Salvia miltiorrhizae ) ,which has a variety of effects such as anti — inflammatory and im-
munomodulatory , which improves joint symptoms, inhibits disease processes,and promotes immune regulation through multiple pathways
and multiple targets ,including inhibiting the expression of inflammatory cells and pro — inflammatory factors ,inducing apoptosis of fibro-
blastic synovial cells, affecting hypoxic pathways, regulating molecular signaling pathways, and improving intestinal microecology. There-
fore , tanshinone [[ A can be combined with traditional treatment methods to treat rheumatoid arthritis.
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