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Inhibitory Effect of Panlongqi Tablet on Chondrocyte Apoptosis in

Rats with Knee Osteoarthritis and Its Mechanism
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Abstract Objective: To analysis the inhibitory effect of Panlongqi tablet on chondrocyte apoptosis in rats with knee osteo-
arthritis and its potential mechanism. Methods: Model rats of knee osteoarthritis were established by injection of collage-
nase into knee joint. The swelling of knee joint and the levels of IL-18 and IL-6 in peripheral blood of rats were tested after
treatment with different doses of Panlongqi tablet. At the same time,the effects of Panlongqgi tablet on chondrocyte apop-
tosis, Bel-2 and Caspase-3 expression level, GSK38 kinase level induced by inflammatory factors were detected. Results: The
degree of knee swelling and the levels of inflammatory factors IL.-18 and I1.-6 in rats with knee osteoarthritis were reduced
by both high and low dose of Panlongqi tablet. Besides, the expression of Bcl-2 and Caspase-3 in articular cartilage and
chondrocytes induced by inflammatory factors in vitro were significantly increased, whereas the levels of Caspase-3 and ap-
optosis as well as GSK3p kinase were significantly decreased (P <C0. 05). After treatment with GSK3B activator
1.Y294002, the inhibitory effect of Panlongqi tablet on chondrocyte apoptosis was significantly weakened. Conclusion ; Pan-
longqi tablet plays a role in the treatment of knee osteoarthritis by inhibiting the activity of GSK3p kinase, alleviating the
apoptosis of chondrocytes in knee joint.
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