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Effect of intra-articular injection of P38 mitogen activated protein kinase inhibitor on osteoarthritis in rats
QIN Sitong JIANG Qing HUANG Jihe et al. The Center of Diagnosis and Treatment for Joint Disease Drum
Tower Hospital ~ Affiliated to Medical School of Narnjing University ~ Nanjing 210008 ~ China
Abstract Objective To observe the influence of p38 mitogen activated protein kinase inhibitor SB203580 on the
cartilage in rat osteoarthritis. Methods 40 SD rats were randomly divided into group A B C and D. Group A
B and C underwent unilateral anterior cruciate ligament transection. Rats of group A received 0.1 mlL intra-
articular injection of SB203580 at concentration of 100 pm/L immediately after surgery while those in group B
received 0.1 mL 0.9% Sodium Chloride. Rats of group C received no treatments and those of group D were
normal . At the 8th week after surgery the rats were sacrificed. Macroscopic and histologic studies chondrocyte
apoptosis index type Il collagen of cartilagewere observed and recorded. Results All of the 40 SD rats were
analyzed. Histological changes observed in group A were slighter than those in group B and C P < 0.05
Apoptotic chondrocytes were observed in all of those groups and apoptosis index of group A was lower than group
Band C P<0.05 and rats in group D had much lower apoptosis index than the other three groups P < 0.05
More content of type I collagen in group A were observed than in group B and C P <0.05 . Conclusion The
p38 MAPK inhibitor can protect the articular cartilage and inhibit the development of OA.
Key words Osteoarthritis P38 mitogen activated protein kinase inhibitor Type [l collagen Chondrocyte

apoptosis
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