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[Abstract] Objective:To study the expression of recombined human vasular endothelial growth fator—165
(VEGF165) in neuroblastoma (SH-SYS5Y) cells transfected with PcDNA3.1-VEGF165 plasmid.Method : The
SH-SY5Y cells were divided into two groups,group I was transfected with the PecDNA3.1-VEGF165 plasmid
via lipofectamine 2000,group II was control without transfected.The conditions of the test had no differences.
The supernatant and cells were collected after 48 hours.The transcription and the expression of VEGF165 in
two groups were tested by RT-PCR .ELISA and Western—blot.The statistic analysis(¢'—test) was taken to com-
pare the difference between the two groups.Result:Group [ :RT-PCR .ELISA and Western—blot proved that
there was transcription of VEGF165 gene in transfected cells and expression of VEGF165 in supernatant of
the transfected cells.Group I :The expression of VEGF165 in nontransfected group’s supernatant could also
be detected by RT-PCR and ELISA test.But the expression of VEGF165 of transfected group(group I ) was
higher than that of the nontransfected group(group I ).The ¢’ test of the two group’s ELISA results had sig-
nificant differences (P<0.05).Conclusion:There is small amount of VEGF165 expression in SH-SY5Y cells in
vitro,and PcDNA3.1-VEGF165 plasmid can transfect the SH-SY5Y cells successfully by means of lipidosome
transfecting technique, so as to increase the expression of VEGF165.
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