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Labotoray Study on Therapeutic Effect of Arthritis Pill on Rats with Adjuvant Arthritis

Yu Xiaofen, Xue Mengju, Zheng Lie
(Gansu College of Chinese Medicine, Lanzhou 730000)

Abstract Objective:to explore the action mechanism of Arthritis Pill for rheumatoid arthritis. Methods ; Impact of the pill on TNF-q
and IL-1B was observed on plasma of rats with adjuvant arthritis, and compared with positive control group which were treated with
Tripterygii wilfordii Radix. Results: The pill was superior to the control medicinal in suppressing TNF-a and IL-1B of inflammatory tis-
sue. Conclusion ; Immunity Enhancement, anti-inflammatory and anti-theumatism action of the Arthritis pill acts on arresting releasing of

inflammatory mediators.
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#1 KEKBMFIL18.TNF-o ZREGHLR (v 25)

45 BYB(R)  IL-1B(ng/ml) TNF-a(ng/ml)
E¥A 10 0.031 £0.011 0. 706 +0. 142
BRA 10 0.074 +0.014* 1.056 0. 191*
GIYWH 4 10 0.035 £0.0112 0.720 0. 1282
GIYWL 4 10 0.042 0. 0122 0.767 £0. 1662
EARY 10 0.039 £0.0132 0.786 +0. 1314
H:H5EAAHE" P<0.05; SERH LB P <0.05,
3 g
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