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Role of Focal Adhesion Kinase in Apoptosis of Rat Vascular Smooth Muscle Cells Induced
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[ ABSTRACT]

cells (VSMC) and the role of focal adhesion kinase (FAK) in VSMC apoptosis induced by NO.

Focal Adhesion Kinase;

Aim To investigate the effect of nitric oxide (NO) on the apoptosis of cultured rat vascular smooth muscle

Nitric Oxide;  Apoptosis

Methods  Flow cytometry,

DNA gel electrophoresis, Northern blot and Western blot were used to determine the effect of different level of NO on VSMC apop

tosis and to explore the relationship between VSMC apoptosis and expression activity of Bek2 and FAK genes.

Results The

results showed that both endogenous NO synthesized by VSMC and exogenous NO released by sodium nitroprusside (SNP) could

significantly induce apoptosis of cultured rat VSMC and the apoptosis rate of VSMC was correlated with NO content in the medium.

It is demonstrated that the expression activity of Bck2 and FAK genes markedly decreased during apoptosis development of

VSMC induced by NO.

Conclusions It is suggested that FAK may be involved in signal conduction of VSMC apoptosis i~

duced by NO, and VSMC apoptosis was related to dowrr regulation of Bck2 and FAK expression.
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Table 1. Influence of LPS and SNP on the NO content (; +,
n= 10, Pmol/L).
Groups Oh 10 h 20 h 30 h

LPS  5.76%0.65 8.1210.89* 10.20%£1.02" 12. 04 1. 16"

SNP  5.8520.73 22.48 £1. 19" 26.60 12. 62" 29.98 £2. 47"

a: P< 0.05, b: P< 0.001, compared with O h.

07T
60 |
50 |
40
30
20

10-[—]
1

10D

1]

2 3 4

0

Bl EzECOEFRIERTSE—SLEES
RIXHIFZE.

Figure 1.  Northern blot analysis for iNOS mRNA in VSMC
treated by LPS. 1: Control; 2: LPS 10 h; 3: LPS 20 h; 4: LPS 30 h.
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Figure 2.
3: Control.

I: LPS 30 h; 2: SNP 30 h;
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Figure 3.
LPS and SNP.
1: Control; 2: LPS 10h; 3: LPS 20 h; 4: LPS 30 h; 5: SNP 10 h; 6: SNP
20 h: 7: SNP 30 h.

Western blot analysis for FAK in VSMC treated by

A: Western blot analysis; B: Densitometric scanning.
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Figure 4. Influence of LPS and SNP on Bcl2 expression.
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