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TN PP WL R T A8 FE R, sEae R T B m RIA
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Table 1 Potential therapeutic genes for restenosis
Theraptic Gene Animal Model Vector Rl 2 Enpauiivests Bt
(d) of I/M Area Ratio

NOS Rat carotid artery Liposome( 30Hg/ mL) 14 70%

e~ myb Rabbit vein graft Commercial gel( 200kg) 28 38%
BFGF Rat carotid artery Adv( 1 x 10"pfu) 14 60%

HSV tk Canine ileofemoral artery Adv(7 % 10°pfu) 21 54%
TIMP- 1 Human saphenous vein Adv( 1. 2% 10"pfu) 14 54%

Gax Rabbit femoral artery Adv(1x 10°pfu) 14 69%

VEGF Rabbit iliac artery Plasmid( 400Hg) 28 74%

pfu: plaque- forming units; I/M: intimal- to— medial; Adv: adenovirus.
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