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Effect of sinomenine on inflammation related factors expressions in adjuvant induced arthritis model rats”
ZHAO Jing ,LIU Weiwei , L1 Xueping ,GAO Yongxiang”
(Teaching and Researching Section of Pathophysiology . Basic Medicine Colleges ,Chengdu University of
Traditional Chinese Medicine ,Chengdu,Sichuan 610075, China)

[Abstract] Objective To observe the therapeutic effect of sinomenine(SN) in adjuvant induce arthritis( ATA) model rats and
its influence on inflammation related factors expressions. Methods The AIA rat model was duplicated by adopting complete Fre-
und’s adjuvant(FCA) induction method. After successfully constructing the model, the rats were randomly divided into the model
group,methotrexate group.SN low, middle and high dose groups. The rats without constructing model were taken as the normal
control group. Taking materials was performed after 21 d continuous medication gavage. The rat joint injury was observed by HE
staining and the pathological semiquantitative scoring was performed. The serum levels of rheumatoid factor(RF) ,C-reactive protein
(CRP) ,interleukin-1(IL-1) , interleukin-6 (IL.-6) , and interleukin-10 (IL.-10) were tested by using the automatic blood biochemical
analyzer. Results Comparing with the model group, the joint injury degree in the methotrexate group, SN low and middle dose
groups were obviously mild and the pathological semiquantitative score was significantly decreased(P<C0. 05) ,serum CRP level was
significantly deceased(P<C0. 05) ,the serum inflammation related factors 11.-1 and IL.-6 levels were significantly decreased, while the
IL-10 level was significantly increased (P<C0.01). Conclusion ILow and middle dose SN can regulate the imbalance of proinflam-
matory factors and inflammation-suppressing factors expression levels, thus significantly improve the joint pathological injury degree
in rheumatoid arthritis.
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