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Effects of Aspirin on the Proliferation of Vascular Smooth Muscle Cells and the Expres-
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[ ABSTRACT]

mechanism involved.

Methods

hours, then MTT assay was performed to determine the number of the cells.

(PCNA) was detected by immunocytochemistry.
plied to detect the mRNA expression of PCNA.
eration of VSMC and the relative inhibition ratio was 31. 5% .
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Aim To elucidate effects of aspirin on the proliferation of vascular smooth muscle cells (VSMC) and the

The rat aortic smooth muscle cells were treated with various concentrations of aspirin for 24

The expression of proliferating cell nuclear antigen

In addition, reverse transcription polymerase chain reaction ( RT-PCR) was ap-
Results High concentration (5% 10™° mol/L) of aspirin inhibited the prolif-

Compared with the control group, the expression of PCNA protein

and mRNA in the 5x 10™° mol/L aspirin group were significantly decreased (312 £48 and 0. 663 £0. 035, P < 0.05).

Conclusion
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Aspirin may arrest the proliferation of VSMC by inhibiting the expression of PCNA.

ITERI BB LA . K SCBBE0 7 TCHR A 5155
SRR BL VSMC 494580584 58 240 M RZ7 6 proliferating
cell nuclear antigen, PCNA) 3 1A [ 5% M, F 77 %}
VSVIC BB S50 5 R BRI AR

1 MR E

11 EZEMRFNR

o4 9 AL 48 B (VSMC) B Wistar A i F 51 ik
-8 B 458, DMEM 3 5 2 4 Gibeo /A &) 7= & f6 48 1
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2% 10" * mol/L 0. 357 £0. 032 16.2%
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) PCR 7= 4 K/NAH FF. 5 6 B4 B (0. 781 £
0.028),5x 10 ° mol/L Fi] 7] JL#KZH PCNA mRNA ik
(0. 663 0. 035) FEA%(P< 0.05), MM B AR E(107°
mol/L F12x 10" mol/L) il =] JT#k 41 PCNA mRNA
(20519 0. 807 0. 221 F1 0. 834 0. 103) 5 % [
HILERTEEM (P> 0.05) .
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