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Neuropretection of PEP-1-SOD1 fusion protein against cerebral infarction in murine hippocampal region”
DONG Min* , XI Gang-ming” s ZHANG Zheng-hong
(Department of Neurology. The Af filiated Renmin Hospital of Yunyang Medical College, Shiyan, Hubei 442000, China)

Abstract: Objective To explore the neuropretection of PEP-1-SOD1 against the cerebral infarction in murine hippocampal re-
gion. Methods The mice were assigned randomly into sham-operated group,model group and PEP-1-SODI1 pre-treatment group,
the model of permanent middle cerebral artery occlusion(PMCAQO) was set up. The mice were intraperitoneally injected 200 pL sa-
line in sham-operated group and model group or 200 pg PEP-1-SOD1 in PEP-1-SODL1 pre-treatment group 30 min before operation,
respectively. After 24 h of surgery, the animals were sacrificed and the hippocampal tissues were dissected for TUNEL stained,
SOD1 activity and MDA amount. Results  After 24 h of surgery,compared with model group,the apoptotic cells in PEP-1-SOD1
pre-treatment group were ameliorated( P<0. 01) , the activity of SOD1 was increased and the amount of MDA was decreased( P<C0.
05). Conclusion Pretreatment with PEP-1-SOD1 fusion protein can attenuate the neurons damage resulted from the cerebral infarc-
tion.
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