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ABSTRACT Objective: To observe the cell penetrating peptide-copper, zinc superoxide dismutase (PEP-1-SOD1) preconditioning
on focal cerebral ischemia-reperfusion injury in the brain and its protective mechanism to improve. Methods: Suture technique in rats 6h
after focal cerebral ischemia-reperfusion injury model, the neural behavior scores, and by HE histological changes of nerve cell damage,
immune staining B-cell lymphoma gene-2 (B-cell lymphoma-2, Bcl-2) protein expression. Results:Saline control group (ischemia -reperf-
usion group or model group) neurological disorders were significantly higher than sham operation group (P <<0.05), compared with model
group, PEP-1-SOD1 pretreatment could reduce the neurological deficits score (P <<0.05 ); light microscope, the sham operation group of
neurons was normal, PEP-1-SOD1 pretreatment group and the ischemia reperfusion group had different levels of ischemia-reperfusion
injury, PEP-1-SODI1 pretreatment group than in the ischemia-reperfusion group of light damage;sham group the expression of Bcl-2
protein in very weak, ischemia-reperfusion group and PEP-1-SODI pretreatment group 6h after cerebral ischemia-reperfusion in the
ischemic penumbra appears around the Bcl-2 protein expression, 24 h reached a peak, 48h expression started to decrease; compared with
the sham group, PEP-1-SODI1 pretreatment group and the ischemia-reperfusion group Bcl-2 protein positive cells was significantly
increased (P <<0.05); compared with the ischemia-reperfusion group, PEP-1-SOD1 pretreatment group Bcl-2 protein positive cells was
significantly increased (P <<0.05). Conclusions: PEP-1-SOD1 on focal cerebral ischemia-reperfusion injury had a protective effect,
PEP-1-SODI1 could increase the expression of Bcl-2 proteins play a role in cerebral protection.
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Table 1 Neurobehavioral scores
Group 6h 24h 48h
Sham-operation group 0 0 0
Brine group 1.86% 0.22 2.87+ 0.30 277+ 0.34
Drug group 1.25% 0.18 1.64+ 0.23 1.51% 0.20
P <0.05 Note: Compared drug group and brine group, P <<0.05
2 Bcl-2 Xt s
Table 2 Expression of Bcl-2 in the brain of rats (xt s)
Bcl-2 Bcl-2 positiveness cell count
Group
6h 12h 24h
Sham-operation group 35+ 14 38+ 13 3.6 13
Brine control group 184+ 1.9 239+ 1.7 20.5+ 1.6
Drug group 31.8% 2.2 37.7% 1.6 32.8+ 1.7
P<<0.05 PEP-1- SOD1 P<<0.05
Note: Compared among the three groups, P<<0.05; compared brine control group and PEP-1- SOD1 group at different time, P<<0.05
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