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[ ABSTRACT]

vascular smooth muscle cells (VSMC) of rabbits.

Interleukir 1a;

Platelet Derived Growth Factor BB;

Atherosclerosis;

Aim To investigate the effect of lovastatin on secretion of matrix metalloprotemase-3 (MMP-3) in cultured

Methods Expression of MMP-3 was detected by Western blot, AP-1 bind-

ing activity was detected by electrophoretic mobility shift assay (EMSA), mRNA level of MMP-3 was detected by reverse transcrip

tiorr polymerase chain reaction ( RT-PCR) .

II- 1a and PDGF-BB in a concentratiorr dependent manner.
by squalene.
MMP-3 mRNA level.

lising effects.
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Results Interleukirr 1a (II-1a) combined with platelet derived growth factor- BB
( PDGF-BB) strongly increased the expression of MMP-3 at VSMC.
This inhibitory effect was reversed by mevalonate and GGPP, but not
Lovastatin decreased AP-1 binding activity enhanced by II-1a and PDGF-BB, but had no significant effect on

Lovastatin inhibited the upregulated expression of MMP-3 by

Conclusion Lovastatin inhibited MMP-3 secretion at VSMC, which could contribute to its plaque stab-
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Table 1. Effect of lovastatin on the protein and mRNA of

MMP-3 in VSMC (x *s, n= 3)

a5 W &H mRNA

Xf R AL 69.1%13.2 46.5% 18. 6%
Il-la+ PDGF-BB 41 100 £0* 100% *0%*
AR AT H

1 Umol/LL 76.5+18.9

5 Hmol/L, 39.0%+1.7° 103. 2% *4.5%
10 Hmol/LL 29.5+10.2"

20 Pmol/L 1.3%0.1°

a: P< 0.05, 5xtHBAILL%E: b: P< 0.01, 5 II-1a+ PDGF-BB 41t
.
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Table 2. MTT results at vascular smooth muscle cells
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WEARADYT % 21

1 Bmol/L. 2.36%0.25
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10 Hmol/L. 2.0610. 12
20 Hmol/L 2.03%0.45
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Table 3. MMP*3 secretion was rescued by mevalonate and GG-
PP
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