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[Abstract] Traumatic arthritis (TA) is a kind of osteoarthritis secondary to joint trauma, and its pathogenesis is not clear at
present. It is mainly related to the apoptosis of chondrocytes involved in a variety of cytokines and related signal pathways. Curcumin
has anti-inflammatory, anti-oxidant and anti-apoptotic effects. Curcumin is used to treat TA mainly by inhibiting oxidase, scavenging
free radicals' antioxidant effects, inhibiting the anti-inflammatory effects of cyclooxygenase, lipoxygenase and various inflammatory
mediators, and acting on various signal transduction pathways to inhibit apoptosis of chondrocytes. This paper describes some of the
biological functions of curcumin, and introduces its related mechanism of action in the treatment of TA.
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Fig.1 Chemical formula of curcumin
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