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Influence of NO on Expression of Intercellular Adhesion Molecule-1 in Rat Vascular

Smooth Muscle Cells
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ABSTRACT
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lar smooth muscle cells (VSMC) and adhesion between monocyte and VSMC induced by TNF-a.

Intercellular Adhesion Molecule1;

Monocytes;  Rats

Aim To investigate the influence of NO on expression of intercellular adhesion molecule- 1{ ICAM-1) in vascu-

Methods Cell adhesion,

flow cytometry and RT-PCR were applied to study effects of nitroprusside( SNP) and NO, on adhesion between monocyte and

VSMC and expression of ICAM-1 gene.

Results Adhesion between monocyte and VSMC was significantly inhibited by SNP.

Expression of ICAM-1 gene in VSMC induced by TNF-a was depressed after VSMC was treated with SNP, and level of ICAM-

1 on VSMC was reduced.

Conclusions It is one of the mechanisms of antt atherosclerosis by NO that expression of ICAM-1

gene in VSMC and adhesion between monocyte and VSMC induced by TNF-a could be inhibited by NO.
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Table 1.  Effect of SNP( mol/L)) on adhesion between VSMC
and monocyte induced by TNF-a( Ug/L) (x s, n= 4)

Groups Adhesion (%)

Control 10.5 *0.8

TNF-a 20.2 £1.4°
TNF-a+ SNP (10” 4/mol/L) 16.2+2.3"
TNF-a+ SNP (107 3/mol/L) 14.4%1.4"
TNF-a+ SNP (10™ %/mol/L) 1.5%1.4

a: P< 0.01, compared with control group, b: P< 0. 01, compared with
TNF-a group.
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Figure 1. Effect of SNP on VSMC ICAMF 1.

compared with control group; * : compared with TNF-a group.

P<0.01, A:
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Figure 2.  Effect of SNP on expression of ICAMF1 mRNA in

VSMC induced by TNF-a.
TNF-a+ SNP.

1: Marker; 2: Control; 3: TNF-a; 4:
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