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Effect of heme oxygenase-1 in the central nervous system after brain trauma
Liu Zhonghong , Feng Jialong , Jiang Tao ,Ran Chunlei
(Department o f Neurosurgery ,Chongqing Corps Hospital of Chinese
Peoplés Armed Police Forces ,Chongqging 400061, China)

Abstract: Objective To explore the roles of heme oxygenase-1(HO-1) on apoptosis in the central nerve cells after Brain Trau-
ma. Methods 72 adult Sprague Dawley male rats were divided in three groups:brain trauma-+hemin group,brain trauma + saline
group and brain trauma- zinc protoporphyrin group. The rat craniocerebral traumatic model was imitated by the device of hydraulic
pressure percussion. To interfere in the expression of HO-1,hemin,zinc protoporphyrin and saline(45 mg/100 mg) were injected in-
to every traumatic rat abdominal cavity respectively after craniocerebral trauma. Every rat was detect Apoptotic index and the ex-
pression of heme HO-1 and Bel-2 by SP immunohistochemistry. Results Expression of HO-1 in hemin group remarkably increased
compared with salinegroup rats and zinc protoporphyrin group rats(P<C0. 01) , Expression of Bcl-2 in hemin group remarkably in-

creased compared with salinegroup rats and zinc protoporphyrin group rats (P<C0. 01). Apoptotic index of nerve cells in hemin

group rats remarkably decreased compared with salinerats and zinc protoporphyrin group. Conclusion

The expression of HO-1 af-

ter brain trauma can up-regulation expression of Bel-2 and play antiapoptotic role.
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