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[ ABSTRACT ] Aim To investigate the effect of tissue factor pathway inhibitor ( TFPI) gene transfer on the expres-
sion of inhibitor of apoptosis proteins(TAP) in vascular smooth muscle cell (VSMC). Methods Human TFPI or LacZ
recombinant adenovirus or DMEM was used to infect rat aortic VSMC in vitro respectively.  ELISA was used to examine
the expression of exogenous TFPI gene. RT-PCR was used to detect the expression of c-IAPImRNA and western blot was
used to detect the expression of survivin at different time points after gene transfer. Results TFPI protein expression
was detected in VSMC at 1st day after gene transfer and the peak expression was at the 3rd day. The expression of c-
TAPImRNA in TFPI group was reduced compared with those in the LacZ and DMEM groups (P <0.05). The expression
of survivin in TFPI group was also decreased compared with those in LacZ and DMEM groups (P <0.05) in a time de-
pendent manner. Conclusions TFPI might induce VSMC apoptosis through the inhibition on the expression of AP,

and therefore reduce the occurrence of restenosis after percutaneous coronary intervention.
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Table 1. The expression of TFPI in vascular smooth muscle
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Figure 1. The effect of TFPI on the expression of c-IAPImRNA at each time point after gene transfer
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Figure 2. The effect of TFPI on the expression of survivin at each time point after gene transfer

77X

1% 3% 5%
survivin (16 kDa) —» " —

B -actin (43 kDa) — I

a a a
0.6 T 1T 1
£05
S 0.4
©0.3

s02
1X 3X 5X% 77X

3. TFPI HEFEFE LA EIN S survivin BIRIE  a
i P <0.05, PIZHZ ] LA,
Figure 3. The expression of survivin at different time point

after TFPI gene transfer
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