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Inhibitory action of propyl gallate on the activation of SAPK/JNK and p38MAPK induced by cerebral ischemia-reperfusion in rats

ZHENG Guan-yi; CHEN Xiao-chun; DU Jian; LIU Chang-yun; FANG Fang; ZHANG Jing; HUANG Tian-wen; ZENG Yu-qi

Abstract: [

e
AimTo explore the protective effect of propyl gallate against neuronal injury in the boundary zone of the infarction area in the rat cerebral ischemia-reperfusion model and its possible mechanism. 21
MethodsTransient focal ischemia induced by middle cerebral artery occlusion in the rats was established by ligation of the left internal carotid artery for 2 h. Rats were treated by propyl gallate with different =

doses (23.5, 47 and 94 umol-kg'l) for three days before operation. Coronal brain sections were collected after 1, 2, 4, 6, 12 and 24 h of reperfusion, neuronal injury in the boundary zone of the infarction
) was investigated by

immunohistochemistry and Western blotting with corresponding antibodies. ResultsAlthough SAPK/INK immunoreactivity did not increase at each time point in the boundary zone of t%pmétﬁ% area after reperfusion, p-SAPK/INK
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immunoreactivity increased significantly at 1 h and then decreased gradually, and p38MAPK immungreactivity was enhanced at each time point, peaked at 6 h, Expressjguéf p- 3%MAPK eaked at 6 h. Activated Caspase-3
area was e\(a}dated gy TUI%ELVané\f\llss staining. The ex| re%_slon of actl\}élten Caspase-3, total SAPK/JNK, p38MAPK an their phosj ory?atlon %ﬁﬂrﬂm v P i . P

immunoreactivity appeared at 6 h in the boundary zone of the infarction area and peaked at 12 h. TUNEL positive neurons were observed at 12 h and became more abundant at 24 h. The number of Niss| positive neurons decreased

gradually and apoptosis ratio of neurons peaked at 24 h. Propyl gallate reduced the immunoreactivity of SAPK/INK, p-SAPK/INK, p38MAPK and p-p38MAPK markedly at 1 and 6 h. Propyl gallate with doses of 47 and 94 umo\-kg'lwere -

more effective. ConclusionInhibition on the activation of SAPK/INK and p38MAPK is the possible protective mechanism of propyl gallate against neuronal injury induced by cerebral ischemia-reperfusion. b Artic
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