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Effects of Angiotensin II Receptor Blockers, Angiotensin Converting Enzyme Inhibitors,
3-Hydroxy-3-Methyl Glutaryl (HMG) CoA Reductase Inhibitors, Amlodipine and
Epalrestat on Cultured Basilar Artery Smooth Muscle Cell Proliferation
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Proliferation of vascular smooth muscle cells (VSMC) stimulated by oxidative stresses and reactive oxygen species
(ROS) may play a pivotal role in the pathogenesis of atherosclerosis. Antiatherosclerotic effects of angiotensin 11 recep-
tor blockers, angiotensin converting enzyme inhibitors, HMG CoA reductase inhibitors, calcium channel blocker and
epalrestat were studied with an in vitro guinea-pig basilar artery smooth muscle cell (GBa—SM3) culture system over 3
days incubated with 0 to 10% of fetal bovine serum. Results demonstrated that simvastatin (0.1 mm), fluvastatin (0.3
mM), amlodipine (0.2 mM) and epalrestat (1 mm) elicited significant (p<{0.05 or 0.01) antiproliferative effects,
whereas losartan (1 mm), valsartan (1 mM), enalapril (0.1 mM), captopril (1 mm), trandolapril (0.01 mMm), pravasta-
tin (0.7 mM) did not. In conclusion, the present in vitro VSMC culture system may serve as a comprehensive screening
method for pleiotropic effects of commonly used therapeutic agents.
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Fig. 1. The Effects of ARB, ACEI, Statin, Amlodipine and Epalrestat the Proliferation of Guinea-pig Basilar Artery Smooth Muscle
Cells (GBa-SM3) with Different Concentrations of Fetal Bovine Serum (FBS)
The cells were seeded at the density of 2.5X 104/plate and incubated for 3 days. Each symbol is corresponded to drug in this legend. Control is common within
ABCD. Data are means+S.E. (n=4) *p<0.05 as compared to the control. *¥p<{0.01 as compared to the control.



162

Vol. 124 (2004)

£ £
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X7z, VIV —XBECHARERE, /LAY
v NI ER VSMC HEiEaHER Zx L7z (Fig.
1(D)). [, RUA—IRBEEERZNL T
protein kinase C (PKC) DiEMEEEKFI®5 Z &N
HWEINTNS DT, 1819 VSMC 12X T BEL A b
L Z O e N1 R E R B 12 B 59 % PKC O
EHLUTHIH S NSNS 2 EEZ T, F’ax D
FERIZ, M D pleiotropic /EH Z 719 % Hi#h Ik
WLERZA2 - T ICERTHEEEZD
7Y, FHEH SR & TR T2 Y DR EIR IR DY, IR
A REICHBT 2 MR EYRE 20720 LE% (70
&5 8800 £5) Z &A% in vivo NDINEEE Z D
BRI I REMEATHBEEZD. Lido
T, MOFEBRTO.1um THFEIHIERZ2FHHT 5
CEMHRINTND T LAOVE > Z2RE, SEO
ERAR TR N R 2 ERERABR TEHREIND
pleiotropic fEMIZ/MET 5 Z LIZEETH 5 hlds
5IRNWEEZS.

Lo T, 4%, XOIKEEBHICHT S H5HE
FIR OB, RixHMIEZ ML XS4 FTOR
NEMADZEEBRIEEBDMBETHEHEEZD. L
MU, RERRIL, BMIBHEEY O pleiotropic {f
RZEBEICZA7 ) —Z 27 L2 #EWF
ZHET D0, MO in vitro EBRRDFER, EHO
in vitro i) U3 EIKA B O R SR D D4
BOPERIBMHNZEMADIMET S HETHDEEZ
5.
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