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[ Abstract] Objective: To discuss the protective effect and possible mechanism of procyanidins on
cerebral ischemia reperfusion injury in mice. Methods: One hundred and twenty healthy Kunming
mice were randomly divided into 6 groups: the normal control group, sham operation group, 14-day
model group, 28-day model group, 14-day treatment group and 28-day treatment group. The model of
cerebral ischemia reperfusion injury was constructed by griping bilateral carotid artery of mice for 15
minutes, and conducting reperfusion for another 15 minutes and repeating the above process 3 times.
The treatment group was continuously given procyanidins by intragastric administration for 7 days before
execution, and other groups were given the same amount of normal saline by intragastric administra-
tion. The hippocampal tissue of mice was taken. ELISA was adopted to determine the expression of the
tumor necrosis factor-a ( TNF-a) and interleukin-6 (IL-6) and the expression of nuclear factor-xB
(NF-kB) , and western blotting was adopted to observe the expression of NF-kB. Results: Compared
with the model group, in each treatment group TNF-a and IL-6 protein expressions in mice brain tissue
were decreased significantly (P <0.05). NF-kappa B protein expressions of hippocampal tissues in
treatment group were decreased significantly compared with the model group( P <0.05). Conclusion:
Procyandins can protect hippocampal neurons and reduce the inflammation in cerebral ischemia reper-
fusion injury of mice, and the mechanism may be related to reduce the expression of NF-kB, TNF-a

and IL-6.
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Tab.1 The protein expressions of TNF-a, 1L-6 and

NF-kB in hippocampal tissues of mice in each group
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Fig. 1 Expressions of NF-kB in CA3 region in

hippocampal tissues of mice in each group
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