388 ISSN 1007-3949 Chin J Arterioscler, Vol 9, No 5
SN [SCEHS]  10073749( 2001)- 050388 03
> > AN FT = = Stss
HMG-CoA 34 Ji BEFI 1 7S B 14 vy ML K BRI
L N
P08 WL4H M 38 4 1 A
HEE, RAE, R, TEL, FEF
(L. AREEHKEWE S —ElT BEH S EHTH, 4M 350005;
2. AR KFEFIREKRERS AA, XL 430060)
[ERER] AB7ARCBLHEEA LR, WHH, FTHRXRRK, W FF ofF, @B%H
[ FE] HEFBFTARDBLHE A LREEWH FIA A &0 E KR o E -FF L I 38 78 69 I #)4F A & LA

#o HAAANBLEKRKZHIREEFTHImMIE, B HA K EKE HMG CoA i R B ) FI & R AL IT . FFAL T A=
ARKITRA LS ERE O FARARRETHG, /@t 300 HTdR B AFM 2, 2R LA, ERRIT.F A
A AARAL T R BRI H D e F A E R R E OF F 0 T M I A F H-TAR 5 N\ 5 ;{2124
AARAL T A I H0VE Bl K, FRAITRZ, ERAIT R . 10 mol/ L F # KB JU-F 5 4 #4585 K AT R T Ao
RARAE T 3F o PR WU R 3G S A9 I B4 . 329 L 3 A HMG-CoA &R Be 7 4 50 3 fe I ) & o & K Koo & -F 0%
Wtmfpigss BERAFTRTEAE, FERXBRFERZTRS L F T I fo g8 342,

[FESZES] Rl [ SCEAFRIRAS] A
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muscle cells derived from spontaneously hypertensive rats.

Hydroxymethylglutaryl CoA Reductases; Muscle, Smooth, Vascular; Proliferation
Aim To investigate the effects of fluvastatin, simvastatin and lovastatin on the proliferation of vascular smooth
Methods The aorta smooth muscle cells( ASMC) from spontane-
ously hypertensive rats were cultured, and proliferation of cells were detected by cell number counting and H-thymidine( 3H'TdR)
incorporation after incubation with Ang (©) fluvastatin, simvastatin, lovastatin and mevalonate acid. Results

cell number and H-TdR incorporation stimulated with 2% FCS and Ang G 10” *mol/L) were significantly inhibited by three agents

The increased

in a concentratiorr dependent manner (10”°~ 10" "mol/L), but the inhibitory efficacy was fluvastatin> simvastatin> lovastatin.

The inhibitory effects were completely reversed by mevalonate acid( 10”*mol/L) . Conclusions  The proliferation of SHR

ASMC was inhibited by fluvastatin, simvastatin and lovastatin, which suggested that mevalonate acid pathway may play an impor

tant role in the proliferation of SHR ASMC.
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Figure 1. Effects of Flu, Sim and Lov on 2% FCS( A) and
Ang & B)-induced SHR ASMC proliferation. * : P< 0.01
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Figure 2.  Effects of 10 5mo]/L Flu, Sim, Lov and Meva on

2% FCS(A) and 10" *mol L Ang &Y B)-induced SHR ASMC

proliferation. * : P< 0.01.
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