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Anti-gout capsules treated acute gouty arthritis of rats and downregulating the level of TNF-a"
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Abstract: Objective To observe and determine the change of TNF-q« in acute gouty arthritisCAGA) rat treated with anti-gout
capsule,and explored the mechanism of anti-gout capsule. Methods Rats were randomly divided into 5 groups. AGA rat was made
by intraarticular injection uric acid sodium. The gait changes were observed,and joint volume were determined by volume method.
The content of TNF-a were detected by ELISA in serum and synovial fluid. Histopathological changes were test by HE staining.
Expression of TNF-q protein was determined by immunohistochemistry and image analysis. Results Compared with model group,
All of low(0.3 g« kg™!

obviously decreased joint volume, and inhibited ankle swelling caused by uric acid sodium. The content of TNF-a were obviously

+d™'),high dose(1.2 g« kg”! « d') anti-gout capsule and positive control cochicine(0. 8 mg/kg) could

higher in serum and synovial fluid of AGA rats. The level of serum and synovial fluid TNF-¢ were lower in anti-gout capsule groups

than model group. Conclusion Anti-gout capsule has significantly therapeutic effects for AGA in rat. The mechanism may be relat-

ed to decreasing the level of TNF-q in blood circulation and local ankle joint,and relieving injury of joint tissue.
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