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Inhibitory effects of rosiglitazone on rat aortic smooth muscle cell proliferation
ZHOU Xiaoli, et al

(Department of cardiology ,the First Affiliated Hospital ,Chongqing Medical University)

[ Abstracr ] Objective: To explore the inhibitory effect of pharmacological ligand to PPAR vy ~rosiglitazone on smooth muscle cell prolifer—
ation of rat aorta. Methods: smooth muscle cells were prepared from rat aortas using explant technique and identified by their specific
growth characteristic and immunocytochemistry. The fifth passage cells were made quiescent by serum starvation for 24 hours, and then
cells were stimulated with PDGF-BB or bFGF (20ng/ml) for 24 hours in the presence or absence of rosiglitazone (1~10umol/L), pretreated
for 30 minutes. MTT assay was applied to assess cellular viability. Flow cytometry was used for cell cycle analysis. Resﬁlts: Under micro—
scope, the cultured cells possessed "peak and valley" characteristics for smooth muscle cell. Immunocytochemical staining with specific
mAb against a —actin demonstrated these cells were positive. Smooth muscle cell proliferation was induced by PDGF-BB or bFGF with an
increase Ay in MTT. The cell number was reduced in the S phase and increased in the Gy/G, phase. Cell proliferation and transition from
Go/G, to S were inhibited using pretreatment of rosiglitazone in a dose~dependent manner. Conclusion: Rosiglitazone has inhibitory influ~
ence on vascular smooth muscle cell proliferation induced by growth factors.

[ Key words ]PPAR-~ v ; Rosiglitazone; Smooth muscle cell; Cell proliferation
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% 1 Rosiglitazone % 73 WL4R il A0 H45H & 77 B9 Rl

Group n A

Control 6 0.236 +0.021
PDGF(20ng/ml) 6 0.422 +0.019*
PDGF+ RSG(1 . mol/L) 6 0.386 + 0.023%*
PDGF+ RSG(S o mol/L) 6 0.311 £0.018%*
PDGF+ RSG(10 pu mol/L) 6 0.247 + 0.024**
bFGF(20ng/ml) 6 0.428 + 0.025*
bFGF+RSG(1 w mol/L) 6 0.393 + 0.027*
bFGF+RSG(S p mol/L) 6 0.310 + 0.023*
bFGF+RSG(10 p mol/L) 6 0.248 + 0.019*

HF: *P<0.05vsControl H; **: P<0.05vs PDGF 4 ;
* P<0.05 vs bFGF 41

% 2 Rosiglitazone 333 75 AL 40 B iy 14 58 JB) B &4 3% Wil (%)

Group GyG, S G/M

Control
PDGF(20ng/ml)

n

3 7025:0431 191310266 11.622:0.107
3 3329+0325% 5247+0403* 1424+0.128
PDGF+RSG(1 pmollL) 3 46.5620361** 39.98+0.309** 13.46:0.142
PDGF+RSG(Spmoll) 3 5767+0.397** 30.41+0285** 11.92+0.135
PDGF+ RSG(10ppmoV/L) 3 68.24 £0.402** 20.19:0.273** 11.57:0.099
bFGF(20ng/ml) 3 3826+0442* 51.37:0.403* 1037:0.101
bFGF+RSG(1wmol/L) 3 49.06:0.387# 37.26:0.2964 13.68+0.143
bFGF+RSG(Spwmol/L) 3 58.04:0391% 29.90:0224% 12.06+0.087
bFGF+RSG(10pwmol/L) 3 68.77:0405% 21.03:0.248% 10.20:0.099

H: *P<0.05 vs Control £H;**: P< 0.05 vs PDGF 4 ;
#: P<0.05 vs bFGF 2H

3 it #
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