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Protective role of recombinant plasmid pCDNA3. 1( + )/Ngb during focal cerebral

ischemia of rat brain

ZHU Ji, TANG Wen-yuan ( Department of Neurosurgery, The First Affiliated Hospital, Chongging Medical University, Chongging
400016, China)

Abstract; Objective To observe the protective effect of recombinant plasmid pCDNA3. 1( + )/Ngh dur-
ing focal cerebral ischemia in rat brain. Methods  Fifty-four male Wistar rats were randomly divided into three
groups ; normal saline( NS) control group, plasmid control group,and recombinant neuroglobulin group [ pCD-
NA3.1( +)/Ngb]. NS, plasmid pCDNA3. 1( +) and recombinant plasmid pCDNA3. 1( + )/Ngh were re-
spectively injected into two sites of the rat cerebral cortex 24 hours hefore induction of neocortical focal ischemia
by oceclusion of the right middle cerebral artery for 24 hours. The condition of local ischemic damage, expres-
sion of hel-2 and the apoptosis in neural cells were confirmed by staining with 2% 2. 3. S-triphenyltetrazolium
chloride , in-site cell apoptosis detection, indirect immunofluorescent staining and Western blotting, respective-
ly. Results The extent of cerebral infarction tissue and the apoptosis cells in the pCDNA3. 1 ( + )/Ngb group
were significantly reduced than those in other control groups (P <0.01). The number of expression of bel-2
cells in pCDNA3. 1( + )/Ngb group was much more than that in other control groups (P <0.01). The relative
expression level of bel-2 protein was elevated by 40% —50% . Conclusion The neural cells could be protec-
ted by recombinant plasmid pCDNA3. 1( + )/Ngb during focal cerehral ischemia through up-regulating the ex-
pression of bel-2 gene and retarding the apoptosis of neural cells,
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