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Effects of antisense VEGF and Survivin oligodexynucleotides on human lung

adenocarcinoma cell line A549
SUI Xuemei , XU Ling, LIANG Chao
(Department of Respiratory,The First Affiliated Hospital of Chongging Medical University)

[ Abstract )Objective . To investigate the effect of liposome—-mediated vascular endothelial growth factor(VEGF) and Survivin antisense
oligonucleotide on the growth of human lung adenocarcinoma cell line A549. Methods:VEGF and Survivin antisense oligonucleotides
were constructed and human lung adenocarcinoma A549 cells were transfected with Lipofectamine™2000. The experiment was divided
into control group, liposome control group, VEGF antisense transfection group(VEGF ASODN group), Survivin antisense transfection
group (Survivin ASODN group) , joint transfection group( VEGEF ASODN+Survivin ASODN group). VEGF and Survivin were detected
by RT-PCR. Flow cytometry (FCM) was applied to measure cell cycle,cell apoptosis and VEGF and Survivin protein. MTT method
was applied to measure cell growth. Colony forming test was applied to measure the cell proliferation and clonogenic abilities. Results :
A549 cell viability and proliferation and clonogenic abilities were significantly lower in VEGF ASODN+Survivin ASODN group than
in the other groups,with significantly statistical differences(P=0.043,P=0.049,P=0.038,P=0.023). FCM analysis showed that co—trans—
fection of transfected cell cycle was arrested and Survivin protein expression was lower in VEGF ASODN +Survivin ASODN group
than in the other groups,with significantly statistical differences (P=0.017,P=0.002). VEGF protein expression was lower in VEGF
ASODN+Survivin ASODN group than in the other groups,with significantly statistical differences(P=0.013,P=0.003). RT-PCR re—
sults showed that VEGF and Survivin gene expressions were lower in VEGF ASODN +Survivin ASODN group than in the other
groups. Conclusions ; Combination of VEGF and Survivn antisense oligonucleotides can inhibit the proliferation of human lung adeno-
carcinoma cell line A549 extent cell cycle and inhibit VEGF and Survivin gene expression,which will lay theoretical basis for the
subsequent animal experiments.
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Fig.7 Cell proliferation measured by MTT assay
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3.881,P 43524 0.017.0.002.,0.033 .0.140; 2. B A Ye 2l S50 BRZHL R BTAARS BRZEL \VEGE S S 4 Survivin [ UYL 4 VEGE R IA LA
q T35 13.051 .18.193.2.537 .11.410, P 43 %1147 0.013 .0.003 .0.364 ,0.002; 3. Ji T3R5k 4 55 YL 2H 5 % BRZHAH LG ¢=44.753, P=0.00; 15 8 )55 {4
X BELH AT HE ¢=42.901, P=0.000; 5 VEGF [ X5 YL M H ¢=7.925, P=0.043 ;55 Survivin 2 XEE Y4 M L ¢=7.408, P=0.046; 4. 275K i fiE 1
BRAHR YL S5 AR AL ¢ 4351 13.666.16.062 .9.840 .6.344 , P 4359 0.000,0.000,0.000,0.002
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