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Epilepsy alters the expression of C-FOS protein in hippocampus
and cortex of parietal lobe of adult mice insulted by traumatic injury
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Abstract: [Objective] The study was done to elucidate the influences of epileptic brain on the expres-
sion of C-FOS following Traumatic Brain Injury (TBI). [Method] The status epilepticus of two-week-old
mice were induced by a single i. p. injection of Pilocarpine. Fed for another 4 weeks (6 weeks) after the free
fall method,a closed head injury mice model and epilepsy—+closed head injury model were constructed. Ani-
mals were then sacrificed 0.5, 3 h and 1,3,7 d after TBI and the brains were processed for quantitative im-
munohistochemical of C-FOS in hippocampus and cortex. [Results] Model of epilepsy,closed head injury
and epilepsy model-+closed head injury in mice model were constructed successfully,immunohistochemical

staining showed that the epilepsy associated with craniocerebral injury in mouse parietal cortex,the hippo-
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campus had different coloring shades,not the number of the C-FOS-positive cells; with the blank control

group.closed head injury group,simply head injury group,epilepsy,craniocerebral injury group,the C-FOS

expression was significantly increased and maintained at a relatively high level (P<C0. 05 or 0. 01) ;epilep-

sy.craniocerebral injuries mice hippocampus and parietal cortex C-FOS-positive cell counts were also sig-

nificantly (P<C0. 05) or highly significantly (P<C0. 01) higher than the pure epilepsy group with closed

traumatic brain injury alone group. [Conclusion] Epilepsy the basis of lesions in mice brain injury, hipp-

ocampal,and parietal cortex sustained high expression of the C-FOS. Epilepsy lesions of brain damage, pos-

sibly through sustained high expression of the C-FOS to promote neuronal apoptosis, increased pathologi-

cal changes after traumatic brain injury.

Key words: mouse;epilepsy; traumatic brain injury; C-FOS protein
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