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Effects of Zisheng Shengqi Pills on Expression of GSH and NF-kB in Gouty Rats
Han Jieru,Xie Ying,Chen Fei,Li Fuzhen, Jiang Deyou
( Heilongjiang University of Traditional Chinese Medicine ,Harbin 150040, China)
Abstract Objective:To observe the effects of Zisheng Shengi Pills on expression of GSH,GSH-Px and NF-kB in gouty rats and
to explore the mechanism of Zisheng Shenqi Decoction in the treatment of the gout. Methods: A total of 105 rats were randomly di-
vided into 7 groups:a blank control group,a model group,a Chinese medicine control group,a western medicine control group,
high , medium, low dosage Zisheng Shengqi Pills group,with 15 rats in each group. The uric acid sodium and oxygen polybenzoxazines
potassium were used to induce rat gouty arthritis model. The concentration of serum GSH and GSH-Px and the contents of synovial
NF-kB in rats were detected. Results: The differences of GSH, GSH-Px and NF-«kB level between the model group and the blank
group had statistical significance( P <0.01). The expression of GSH, GSH-Px and NF-kB in model group was also apparently dif-
ferent from that in western medicine control group,high and medium dosage Zisheng Shenqi Pills group,and the differences had sta-
tistical significance( P <0.01). The expression of GSH,GSH-Px and NF-kB in medium dosage herbal group was apparently differ-
ent from that in Tongfengshu control group (P < 0.05), and had not apparently difference from Colchicine control group (P >
0. 05) . Conclusion : Zisheng Shenqi Pills can control the expression of GSH,GSH-Px and NF-kB in gout rats. It has certain cura-
tive effect with gout.
Key Words Gouty arthritis; Zisheng Shenqi Pills; Chinese medicine compound; GSH; GSH-Px; NF-kB; Experimental rats;
Experimental studies
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