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Effects of Qubi Zhentong Recipe on the Expressions of IL-13, IL-8, and VEGF in the Synovial of
Rats with Collagen-inducing Arthritis YU Jian-ming', LIU Xi-de', QU Pi-sheng', TAO Fan', and
WANG Yun-qing® 1 Pain Department, Zhejiang Provincial Hospital of Integrated Traditional and Western
Medicine, Hangzhou (310003), China; 2 Second Clinical Medical College, Zhejiang University of TradF
tional Chinese Medicine, Hangzhou (310053), China
ABSTRACT Objective To research the effects of Qubi Zhentong Recipe (QZR) on the expres-
sions of interleukin-1g (IL-1B8), interleukin-8 (IL-8), and vascular endothelial growth factor (VEGF)in the
synovial of rats with collagen-inducing arthritis (CIA), and to discuss its mechanisms of action. Methods
Healthy male Wistar rats were recruited and randomly divided into the model group ( n =50) and the
normal control group ( n =10). Rats of the model group were injected with type Il collagen of bovine (BC
Il )emulsion in the tail and nape to establish the CIA model. After successful modeling, 30 successfully
modeled rats were selected and randomly divided into three groups,i.e., the model group ( n =10), the
QZR group ( n =10) ,and the methotrexate (MTX)group ( n =10). Rats in the normal control group and
the model group were administered with physiological saline by gastrogavage, while those in the QZR
group were administered with QZR at 22. 9 g/kg by gastrogavage. All medication was performed once dai-
ly. The rats in the MTX group were administered with MTX suspension at 0. 78 mg/kg by gastrogavage,
once per week. After 30-day treatment, the levels of IL-18, IL-8, and VEGF in the synovial were detected
by immunohistochemical method. The arthritis index (Al)was scored before and after medication. Results
After treatment the Al score of the QZR group and the MTX group was obviously lower than that of the
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model group (P <0.01). The Al score of the two drug groups were lower than that before treatment (P <

0.01). Compared with the normal control group, the expression levels of IL-18, IL-8, and VEGF obviously
increased in the model group (P <0.01). Compared with the model group, the expression levels of IL-1j3,
IL-8, and VEGF were significantly lower in the two drug groups (P <0.01). But there was no statistical

difference between the QZR group and the MTX group (P >0.05). Conclusion

Decreasing the expres-

sion levels of IL-13, IL-8, and VEGF in the synovial of CIA rats may be one of the mechanisms for treating

CIA by QZR.

KEYWORDS Qubi Zhentong Recipe; collagen induced arthritis ; synovial;interleukin-18; interleukin-

8; vascular endothelial growth factor
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R S = iR o A 2o = U T A s S =
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