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ABSTRACT
Aim © "To studv thé inhibitorv effect of 16¢ally deliv-
ered c-sis proto-oncogene antisense

cleotide (ODN) on aortic smooth muscle cells (ASMC)

ohgodeoxynu-

proliferation and neointimal thickening following bal-
loon angioplasty in the rabbit aorta at differential time.
Methods 60 male New Zealand white, gabbits were
treated with local delivery:of c-sis antisense QDN c-sis
sense ODN, or 0. 9% salt solution via balloon catheter
following aorta balloon injury, ASMC proliferation and
area in neointima was assessed with immunohis-
tochemistry and image analyzer at 3.7.14, 28 days af-
ter local delivery.

Results ASMC proliferation in neointima were re-
duced 69. 8%, 59%, 51. 9%, 47. 8% in c-sis antisense
ODN-treated group compared to c-sis sense ODN-
treated group at 3, 7, 14. 28 d following aortic injury
respectively; and the inhibitory rate of neointimal hy-

perplasia was 48.9%, 77.8% ., 72.6% . 70. 8% at the
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same time respectively.
Conclusion The locally deliveried C-sis antisense
ODN inhibited ASMC proliferation and neointimal

thickening following rabbit aortic injury, the mnroitory

‘effect ‘was the highest at 3 d and 7'd , then reduced

slowly and caused by antisense mechanism.
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Table 1.
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B, Figure) MEAMSMC TGS 3 X4
.14 K5 MWk, 28 X5 IF M MR C-sis [N
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47.8% IK1B T REFBIIDMIZM.

Tha numbars of SMC In nsointims following sortic balloon injury al differential time (3, n=5),

Groups 3rd d

7th d

Idthd 28th d

205+10%
265 g8’
89+ 25°

Salt-solution
SODN
AODN

588+ 303
815+ 230"
241 +48*

3084832
3197 855°
1484 + 398°

2405467
2597718
1255 = 489

s, P>0,05. by P<0.05. ¢y P<0.0]. compared with 0. 9% saltsolution-treared group.

Figure, A lurge number ol celly were positively
stained for c-actin immunochistochemistry in necintima
and medin, thers wasn't posliive cell inadventitia. ¢,
indicate [ntimal elastic lamina. <=, indicate external elastic

lsmine: 7, indicate positive cell, N; neointima, M media,
Ad; sdventitis.
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Table 2. The neointimal area foliowing sortic balloon angloplasty at differential time (z=+s, n=5),
Groups 3rdd 7thd 14th d 28th d
Salt solution 0. 1680, 056 0.167£0. 032 0. 209 0. 046 0.417+0. 088

SODN
AODN

0.182£0. 085*
0. 069£0. 018°

0.192£0. 040"
0,037+0, 012

0.280%0. 053"
0.08240.025°

0.38540.121¢
0. 12210, 042°

a; P>0.06, ¢1 P<0. 01, compared with salt solution-treated group.
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