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The effect of vascular endothelial growth factor and c-myc antisense

oligodeoxynueleotides on vein graft stenosis
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[ Abstract ] Objective: To investigate the effect of vascular endothelial growth factor ( VEGF ) and c—myc antisense oligodeoxynucleotides
{ AODN ) on vein graft stenosis.Methods : Forty male Zelanian rabbits were randomly divided into 4 groups { n=10 in each group ) : control
group ( group A ) , VEGF group ( group B ) , c—myc—AODN group ( group C ) , VEGF adding c-myc—~AODN group ( group D ) .The left and
right external iliac arteries of rabbits were transplanted reciprocally,and each transplanted vessel was 1 cm long.Then the transplanted
vessels were respectively soaked in Lipofectamine , VEGF, ¢~myc—AODN and VEGF adding c—myc—~AODN solution.Four weeks later, the
intimal thickness and area, stenosis ratio of transplanted vascular were calculated and analyzed statistically among groups by computer
system. The number of positive cells of VEGF and c-myc was counted by immunohistochemistry method.Results: The intimal
thickness and area,stenosis ratio of the transplanted vessels, the number of c~myc positive cells in group D were significantly decreased as
compared with other groups, while the number of VEGF positive cells in group D was markedly increased than other groups. Conclusion :
Combination application of VEGF and ¢c—myc—AODN could significantly inhibit the proliferation of vascular smooth muscle cells ( VSMC )
and stenosis of transplanted vessles.
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122 VEGFEHEFEBEMHE S CenBankAF486837.1
Fe3lEtit 514495  -GGATCCATGAACTTTCTGCTGTCT-
TGG -3’ , F#E51485° ~-GAATTCTCACCGCCTCGGCTTG-TC
-3, E TS P 5 S BUIIA Bam H 1 F1 EcoR 1 EEY]
fiL &, Lk PUC19-VEGF165 iR AR Y 3 VEGF165; IR
FHalitk PCR 74, f Bam H 1 .EcoR 1 1 EcoR T 53513t PCR
F=4) R pCDNA 3.1° WY, 4 #2715 b A DHSa B
S, PR P R IE A BRI T L 2% Tnvit-
rogen /A\ﬁ]@ﬁ% ,ﬂﬂﬂf?ﬁiﬁﬁéﬁimﬁ s j(ﬁ?}“iﬁg \g@%;ﬂ%
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o AR A

123 KX c~myc HRBHIHE &t c-myc—AODN F51
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BER T HA B RRE M 4% c—myc—AODN 125 pg 7E7E 500 il
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B A 053 RIRRAR T 21.6% ( P<0.05 ) .27.6%( P<0.05 ) F138.2%
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AH ABREE (pm) AEEH (mm?)  REE(%)
A 62.6+5.9 1.30+0.18 67.9+99
B 48.7+64 097007 482+6.8
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D 345+38 0.78£0.10 305+42
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23 RAEMARLFEREHMNER

TERSHE (8 v B 4 R AT I c-mye F1 VEGF BH
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D 18.9+3.6 55.1+63
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