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Protective action of SP600125 ,an inhibitor of c-Jun N-terminalk inase on hippocampal CA1 neuron
in amygdala kindled epilepsy rats
LIU Ping', LIU Hong-chao’ , WANG Bao-feng’ , TAN Yi-hu®, WU Jun’,CHEN Xu’,SHU Kai’
(1. Department of Neurology, the First Affiliated Hospital of Henan University of Traditional Chinese Medicine , Zhengzhou
450003 , Henan Province ,China ;2. Hubei Xinhua Hospital ; Department of Neurosurgery , Hubei Xinhua Hospital Affiliated to Hu-
bei University of Chinese Medicine , Wuhan 430015 , Hubei Province ,China ;3. Department of Neurosurgery , Tongji Hospital Affili-
ated to Tongji Medical College ,Huazhong University of Science and Technology , Wuhan 430030 , Hubei Province ,China)

Abstract: Objective To explore the protective action of SP600125 ,an inhibitor of c¢-Jun N-terminalk inase (JNK) on
hippocampal CA1 neuron in amygdala kindled rats. Methods Thirty health male Wistar rats were randomly divided into kin-
dling group, medicine group and medicine control group,ten rats in each group. The brain tissue was obtained by perfusion after
ten times epileptic seizure. Westem blotting was used to detect the expression of JNK and phosphorylation of JNK( p-JNK).
Pathological changes of the hippocampus were observed by glial fibrillary acidic protein( GFAP) staining and Nissl staining and
the results were compared in each group. Results The level of JNK phosphorylation in the hippocampus in the medicine group
(0.347 £0.033) was significantly lower than that in the kindling group (0. 510 +£0.039) and the medicine control group
(0.476 £0.045) (P <0.05). There were no statistic difference of the levels of total JNK in each group(P >0.05). The posi-
tive cells of GFAP in medicine group (42.27 + 4.63) were significantly lower than those in the kindling group (68. 82 +
5.36) and the medicine control group(69.06 +£4.63) (P <0.05). Nissl staining showed that the number of normal neuron in
the medicine group(37.82 £6.30) was significantly higher than that in the kindling group (19. 87 +3.58) and the medicine
control group(20. 13 £5.37) (P <0.05). Conclusion SP600125 ,a specific inhibitor of JNK, has a protective effect on neu-
rons in hippocampal CA1 region in amygdala kindled model rats. SP600125 may be a new and effective strategy to treat tempo-
ral lobe epilepsy by suppressing the activation of JNK.
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