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Aim To evaluate the mechanism of vascular endothelial growth factor ( VEGF) on prevention of
restenosis after angioplasty. Methods The recombinant adenovirus containing the ¢cDNA for hVEGF165 was con-
structed and infected vascular smooth muscle cell VSM C) in vitro. 72 hours after the infection the conditioned medium
containing VEGF was collected. ~ Then the VSM C and human umbilical vein endothelial cell hUVEC) were divided into
control group, HyOx treated group and H,02+ VEGF-treated group to observe the proliferation and apoptosis by WST - 1
method, TUNEL and FCM. Results To hUVEC, the OD value wasless frequent in the HyOy treated group than

that in the control and H,0,+ VEGF-treated group, the apoptosis was markedly superior in H,O»-treated group compared

with control and H,0,+ VEGF- treated group.

hUVEC. Conclusions

the proliferation of hUVEC and the apoptosis of VSM C, improved the restenosis.

hUVEC and VSMC, and prevented restenosis.

vention of restenosis after angioplasty.
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cular smooth muscle cell, VSM C) it J& 3% 5 A1 T 95k

[{EZE ] XRIY, 5, 1968 F A, W ALE T A, LI A FHE L
SL, BIBER, W50 5 1) 2 0 T W AR BRI 08 5 05 1) 43 - AE ) 5 it
FC, X BB RG T R LR R ARG, BERSE, 4, 1934 £
AR, O L A RS L, R, 1L AR W, S R B O M T
FETN, B FLTT 16 0ok EEL AR B AR A0 95 B BT 36

To VSMC, the changes of OD value and apoptosis were contrary to
H,0; stimulated the proliferation of VSMC and induced the apoptosis of hUVEC, inhibited

VEGF inhibited the effect of H,0, on

T hese results offered further theoretical evidence for VEGF on the pre-
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RPM 11640 ## DMEM ( & #%, 4.5 ¢/ L) (Sigma), &1
AVEGF % /0 &£ 9 % /10 8 ¥ L & 1gG ( Santa
Cruz) , TRIzol X 7 ( Gibeo) , & FA71CH DNA 4|
R & F2 0 A M WST-1( Boehringer M annheim,
BM) .
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KA A 100 UL, & 37 C.5% CO, ¥ 5 48 h &, Hil
N WST—- 110 UL, 435 4 h, RF BRI MA T
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Table 1. The effects of H,O, and VEGF on proliferation and apoptosis of VSMC and hUVEC in vitro

Groups 0D value Number of apoptosis cells/ HP Rate of apoptosis( % )
(n=8) (n= 6) (n= 6)

hUVEC+ CM1 0. 54 £0. 02" 3.83 %0. 75" 1.60 £0. 17A"
hUVEC+ H,0,+ CM 1 0.50£0.01 23.83%4.02 7.45%0.94
hUVEC+ H,0,+ CM2 0.52 %0.02° 12.17 2. 32° 3.87 %0. 47"
hUVEC+ H;0,+ CM3 0. 55 £0. 02> 5.17 %1, 47>¢ 2.34 %0, 42>¢

VSMC+ CM1 0.47%0.01° 4.17 20. 75¢ 1.71 £0.21¢
VSMC+ Hy0,+ CM 1 0.52%0.02 3. 00 £0. 89 1.49%0. 10
VSMC+ Hy0,+ CM2 0. 50 0. 01¢ 5.50 1. 22¢ 2.417%0.37°
VSMC+ Hy0,+ CM3 0.48 10. 01¢¢ 7.50 +1. 05¢ 2.96 £0. 46"

a: P< 0.05, b: P< 0.01, compared with hUVEC+ H;0,+ CM 1 group; ¢: P< 0. 05, compared with hUVEC+ H,0,+ CM2 group; d: P< 0.05; e: P

< 0.01, compared with VSMC+ H,0,+ CM1 group; f: P< 0.05, compared with VSMC+ H,0,+ CM2 group.
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Figure 1. The effects of HO, and VEGF on apoptosis of hU-
VEC in vitro( TUNEL) .
C:H,0,+ VEGF-treated group

: control group, B: HyO5 treated group,

A: X2, B: H,0,

B R ARHIRIS). A SRAH, B:H,0, &BH, C. Hy0,+
VEGF A3 2H

Figure 2.  The effects of H,O, and VEGF on apoptosis of
VSMC in vitro( TUNEL) A: control group, B: H,0,- treated
group, C: H,0,+ VEGF- treated group
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