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Effects of Qingnao Dripping Pills on Dynamic Changes of Inflammatory Factors
after Cerebral Ischemia-reperfusion in Rats
Liu Xuemei, Wang Jianwei, Zhao Jiayi, Wang Fengli, Liang Xiao
( Dongfang Hospital of Beijing University of Chinese Medicine, Beijing 100078, China)

Abstract Objective:To observe the cerebral infarct area and contents of tumor Necrosis Factor-a( TNF-a) , interleukin-13 (IL-
1B) and interleukin-10(IL-10) in rats with acute cerebral infarction, and discuss the mechanism of Qingnao dripping pills in trea-
ting such diseases. Methods: The rat models of focal cerebral ischemia and reperfusion were made by thread occlusion technique
induced middle cerebral artery occlusion. Rats were randomly divided into 12 groups: control group, sham group, 3 h, 6 h, 12 h,
24 h, 48 h, 72 h reperfusion respectively after 1.5 h ischemia by MCAO, and Qingnao dripping pills groups. Using TTC staining
brain to measure infarction area, ELISA to measure IL-13, TNF-a and IL-10. Results:TTC staining display model group had ob-
vious infarcts, and the infarction area was the largest during 24 h to 72 h reperfusion( P <0. 01) ; while after giving Qingnao drip-
ping pills, the infarction area was significantly reduced (P <0.01). Compared with sham group, IL-18, TNF-a and IL-10 ap-
peared to rise at 6 h, and at 48 h and 72 h reached reperfusion peak (P <0.01). There was an increasing rise at 7d reperfusion.
Compared with the model groups, IL-18 and TNF-a in the Qingnao dripping pills treatment group significantly decreased ( P <
0.01) and IL-10 obviously increased( P <0.05 ~ 0.01). Conclusion: Qingnao dripping pills can significantly decrease TNF-a
and IL-1B and increase IL-10; thus reducing cerebral infarction area and improve brain damage. This may due to that it can modu-
late inflammatory factor, pro-inflammatory factor and anti-inflammatory factor to achieve dynamic balance.
Key Words Acute cerebral ischemia-Reperfusion; Qingnao dripping pills; TNF-a;IL-18; IL-10
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