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Abstract: Knee osteoarthritis (KOA) is an active dynamic alteration arising from an imbalance between the repair
and destruction of joint tissues, which results in cartilage degradation, subchondral sclerosis and synovial
inflammation. Pharmacological agents include analgesics, non— steroidal anti— inflammatory drugs, glucosamine
sulfate and corticosteroids, which are widely used in modern medicine to relieve symptoms but rarely delay
structural progression of osteoarthritis. Dry roots of Achyranthes bidentata are commonly used in traditional Chinese
medicine to treat KOA, and the total saponins of Achyranthes bidentata are its main active ingredients. Traditional
Chinese medicine researchers have found that total saponins of Achyranthes bidentata have the effects of anti—
inflammation and suppressing cartilage degradation. To provide reference for clinical application, the current article
reviewed the pharmacological progress of total saponins of Achyranthes bidentata in the treatment of KOA.
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