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Effects of Three Kinds of Antisense c— myc on the Apoptosis of Vascular Smooth Muscle Cells
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ABSTRACT Aim In order to see the effects of continued and stable expressive antisense ¢— myc on the apoptosis of vascular smooth

muscle cell( VSMC) .

Apoptosis;  Muscle, Smooth, Vascular; ¢— myc; Gene Expression; Rats
Methods Three recombinant retroviral expressive vectors, aM 1, aM2 and aM3, which respectively loading reverse
Results  Apoptosis

In addition, SMC transfected

fragments of exon 1,2 and 3, were transferred into rat artery SMC and assayed 1 month after their stable expression.
ratioes of aM3 group were increased to 360% , while those of aM 1 and aM3 groups were significantly decreased.
with aM1 and aM3 ( especially aM3) , emerged morphological features of apoptosis and autophagy, while aM2 commonly appeared bunches of
myofilament in electron microscopy. Conclusion Stable expression of antisense ¢— myc can induce SMC into apoptosis in vitro, and

aM3 has the most powerful ability to induce apoptosis and autophagy.
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Figure 1. a- SM actin expression in the 4th passage SMC ( X 40)

2.2 SNEERAEFEINARPHREES

1E G418 JRiik 2 4 K, SMC JFURFET:, 56 8 K
REEFERIH R0 T -5 B R A A 2 H A
HHRAEIE, JETE SR 10 REARTE BT IE, ¥ 2R &
P KRR 9%, R BE R4 DNA 4T neo 3:[A PCR 4714,
Al WA WP 2 (Figure 2) 1 430 bp 45717, ESZ /M
CLE SMC H 2 EH A .
2.3 RAMEAENER

1 1 (Table 1) 7] I, aM3 Fa € FiEXF SMC 1)
TSR m, fkRIX AN 3.6 £, A
3 A AR AR i /0N (T A ERCHR OGS A BLAR R
Ety, 1 H aM3 P T2 SE R EBER RGN O 2
SR, HUGE aM1 R aM2, — A i, #
IR 55T aM3.
2.4 BHHIFESER

RIEYLIL R SMC( 55 18 4X) Wi 466 B E, i
JEA b /N B B SR, UK, BRI MR IEE

ST, AR, MR ORI S, WI 1~ 24
BA™, Mo S BB, KR 2 B A T
PR — 1, AR T, U s 4R, ML A 5 Y AN
i, MEVUL B R /R R SR B2 . Fe Qe s #ik W
SMC R LB &2, B WLk A B2 (&
3, Figure 3) -

1000bp —
750bp—

300bp—

150bp—
50bp—

B2 neo ZREREEBHER NI IG.  HIER4LH I 430 bp %K
Lt

Figure 2. M: PCR markers;
1: SMC/pLNCX; 2: SMC/aM1; 3: SMC/aM2; 4: SMC/aM3; 5: SMC

PCR amplification of neo gene.
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Table 1.

optosis ratioes and cell sizes

Transient and stable expression effects on SMC ap-

- :ADODKOSiS% : FSC- H
Transient Stable Transient Stable
SMC 4.15 4.56 576. 37 528. 82
SMC/LN 3.04 3.38 605. 13 576.26
SMC/aM 1 2.71 6.49 651. 60 399. 39
SMC/aM2 4.73 6.07 562. 80 398. 70
SMC/aM3 8.92 12.25 560. 31 2717. 65
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Figure 4.  Ultrastructure of aM3 transfected SMC ( x 2 500)
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Figure 5.  Ultrastructure of aM3 transfected SMC ( x 7 500)
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Figure 6.  Ultrastructure of aM?2 transfected SMC ( % 6 000)
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