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Abstract

AIM: To investigate the effect of vascular
endothelial growth factor 165 (VEGF165) on
apoptosis of human gastic adenocarcinoma
cell line (BGC-823) in vitro and its underlying
mechanism

METHODS: BGC-823 cells were divided into
control group, Ad-GFP group and Ad-VEGF165
group and cultured with GFP (MOI = 20) and
Ad-VEGF165. Apoptotic cells were detected by
FCM assay. Expression of Bcl-2 mRNA and Bcl-2
protein was determined by RT-PCR and immu-
nocytochemistry, respectively.

RESULTS: FCM showed that the apoptosis rate
of BGC-823 cells was significantly lower in the
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Ad-VEGF165 group than in the Ad-GFP and
control groups(4.6% + 0.31% vs 8.37% + 1.06%,
7.73% +0.86%, P < 0.01). PCR and immunocyto-
chemistry displayed that VEGF165-transfected
BGC-823 increased the expression of Bcl-2
mRNA and Bcl-2 protein, which was higher in
the Ad-VEGF165 group than in the control and
Ad-GFP groups (Bcl-2 mRNA: 0.761 + 0.05 vs
0.363 £ 0.12, 0.356 £ 0.08; Bcl-2 protein: 1.010 +
0.08 vs 0.865 + 0.07, 0.901 + 0.05; P < 0.01).

CONCLUSION: VEGF165 can inhibit cell apop-
tosis induced by serum starvation by up-regulat-
ing the expression of Bcl-2.
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