104 ISSN 1007-3949 Chin J A rterioscler Vol 17 No 2 2009
[XEHS ] 1007-3949( 2009) 17-02-0104-05 * KRR -
2 A% 271 ] A0 1) A A7 85 7 K BRI 7ES T L4 L )

WA AT #2 A H
ARF], & E
(ERERKREWE S —ERS A, AT 400016)

[Z8iF ] FTHIER; SHRAREEDRELKR v FRNmM; W, T4
[ E] BN B FAARAS AL IR mBEARERITANS R, HE BEbRERKEL

KREZNRF BN MG, JERA LR BAERFLEEL T ML, R SR mE L o FEREmPER &, Aol
R A K AT BBRAM T @it E KR TFF @A L4, Z AT R o N F A4 FVER (1. 5% 10 Bmol/L)
HITRRE, BRAARALF L E KRN a4k A m R 6 R, R X w5 AT B 5,
Boyden# L N EMM bq oAt /1. ER FTHINARB I FI4 o ) RBHEAEKEF BBRAMST fmbt K
BT %569 FFMmfatk AAma iR EX, Wl m@miad G, /G, Hv ST, w4 @i E Boyden £ ]
Gy, HEWI AR ERMX R (P<Q0001). 58 FRIIARLBIPH KRB NEERET BBRMALT %
mia A KB FE S0 S TR0 S Fe it A,
[FESES] R541 [SCRAFRIRES | A

Inhibitory Effect of Rosiglitazone on Proliferation and M igration of Rat Vascular

Sm ooth M uscle Cells in V itro
ZHOU X iao-Li, LEIH an

(Depariment of Cardiology, The FirstAffiliated H opital of Chongqing M edical University, Chongqing 400016 China)

[KEY WORDS] Rosiglitazone
tion M igration
[ABSTRACT] Aim

rat M ethods

cytoplasn by mmunocytochen istry.

Peroxisan e Proliferator-A ctivated R eceptor¥,

The fifth passage cells were m ade synchronized by seum starvation

Smooth M uscle Cell Prolifera-

To explore the effect of Rosiglitazone on aortic snooth muscle cell proliferation and m igration in

Smooth muscle cellswere culured fran rat aorta using explant technique and identified w ith a-actin in

Then the cells

were nduced to proliferate and m igrate w ith platelet-derived grow th factor BB ( PDGF-BB) or basic fbroblast grow th factor

(bFGF) (20 Bg/L) in the presence or absence of Rosiglitazone( 1, § 10 Hmol/L) pretreated before

cell nuclearantigen ( PCNA) expression in nuclearwas exan ined by mmunocytochean istry.

alyzed using flow cytan etry.

Cellm igration was m easured w ith Boyden-Chan ber

The proliferating
Cell cycle distrbution w as an-

Results PCNA expression in nu-

cleus of smooth muscle cells cell cycle transition fran G, /G, phase to S phase and cellm igration mduced by PDGF-BB or

bFGF were significantly nhibited by Rosiglitazone in a dose-dependentm anner( P < Q 0001).

Conclusion Rosiglr

tazone has mhiitory mfluence on vascular snooth muscle cell proliferation and m igration induced by PDGF-BB or bFGE.
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