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Activation of JNK/p38 signal transduction pathway in hippocampus of epileptic rat and it’s significance
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Abstract: Objective  To investigate the variations of activities of the c-Jun amino terminal kinase pathway and the p38 pathway
in rat hippocampus during status epilepticus (SE) and its significance. Methods The lithium-pilocarpine-induced epikpticus model
was established to evaluate the phosphorylation forms of JNK and p38 by immunohistochemistry and observe histopathology chan-
ges at different times after piocarpine injection. Results The JNK was scarcely activated and phospho-p38 immunoreactivity was
observed widely in saline-treated rats hippocampal formation. In pilocarpine-treated rats,the hippocampal neurons showed a strong
immunoreactivity of phospho-JNK and phospho-p38 at 30min which peaked at 2h after pilocarpine injection, while decreased
markedly at 6h and returned to basal level at 12h. At all time points,activation states of JNK and p38 in the dentate gyrus were sig-
nificantly higher than the CAl and CA3 areas. Many injured neurons were found in hippocampus of SE rats. Conclusion JNK and

p38 signal transduction pathway could be activated in lithium-pilocarpine-induced epilepticus model, and may participate in the

pathophysiology of hippocampal neurons damage.
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