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Inhibition of Doxazosin on Proliferation of Rat Vascular Smooth Muscle Cells
YANG Jun, ZHAO Xiarr Xian, QIN YongWen, and WEN Jurr Hui
( Department o Cardiology , Changhai Hospital , Second Military Medical University, Shanghai 200433, China)

[ MeSH] Doxazosin;
[ABSTRACT] Aim
(VSMCs) cultivated in vitro.

Muscle, Smooth, Vascular;

TdR incorporation were used to detect proliferation of VSMCs.
The proliferation of NIH3T3 cells, which do not express a;-receptors, also were nhibited.

benzamine, an irreversible ;-receptor antagonist, did not chang the effect of Doxazosin.

Proliferation;

Methods Various concentrations of Doxazosin were added to the cultured rat VSMCs.

*H-Thymidine

To investigate the effects of Doxazosin on the proliferation of rat vascular smooth muscle cells

3

H_
Results Doxazosin mhibited the proliferation of VSMCs.
Pretreatment of cells with phenoxy-

Conclusions These results suggest

that doxazosin inhibited the proliferation of VSMCs through a mechanism unrelated to a;-receptor.

I 45~ 5 WL 4H B2 ( vascular smooth muscle cells,
VSMCs ) F 3858 S 1T & 3l ik ks #56 f 4L ( atherosclero-
sis, As) N 28 K s A TR IR B Bk R TR 7k( percutaneous
transluminal coronary angioplasty, PTCA ) J5 5% % &
FRI AR Y o ST LA A B T R
7 PTCA RJ5 BRI ARG Z —. ZIPMEBR
( Doxazosin ) /& —ZR K o, & MR Be 52 AR B 7,
AR RPN, 4t fEE AN Z a7 L
JEAHT U BRAE K, T X 400 1 1 1 FL 240 P 345 i v) 4
DG HRIE. AT H-TAR BN H5 %, WEZ
YO MEIBE X 15 TR K B VSMCs 38 B 1A 52 0], FE R ) IX
MIERS a KRR,

I ARSI
L1 EERH

Sy PP RFHGTRE(HT
980802); Br F A T H M B HI 2 [# 5 L4

[t EHA  2001-10-15 [fEEIHEA] 20020408
[EEBMN BE, &, 1971 FH A, Bit, W TERMNFREZEKX
BERMRE—R. FBA, 5, 1952 FHE, i, BE4E B,

F X-162-(2) 5]; DMEM #u J & & 8 4 % [ Gibeo 2
] 7 BT A /NE I E AN W F A AR
P o PR ALALE) & B 2 SR Ak A Sigma 2 8
& "H-TdR W F & A Fx ¥ B F 86 5 % F7; NIH3T3
20 B AR T o B B b9 e AT
1.2 FEiApmEmETREEE

7~ 8 FEEHSD ARMTE —EEAFZR
M. FMESREFATEMIE R, SD A R MR
AR, TEAGTREEN T, EHR A ME, &
RS R A 1 mm® BN SR B AR TR RN, W
B 3h 5B N 20% DMEM ¥ 5 & 55, T ALAL
HEOE TR RS EAS e SR M, &
¥ % A 6 R LA H VSMCs.
1.3 ZibHERST I B 08 Al 4 BE G55 B 52 Mg

i % B AL 48 B DL 5. 0 x 10°/ L x 100 ML/ FL 8
FEMT o6 JAR, A EEHREIEFRI48h TR
Bid. ¥ Mm7%E DMEM [F 5 3 5% 48 h, e A F [
WEHW £ 7% 0. 0. 1. 1.4 104 25 Bmol/L ), &%
EH 103, 1h EMmA20% ¥ E/NFfE. 20h 5
MAH-TAR 37 kBy/ 7L, #4355 6 he AME HH
W BRCEAEA, R A BRAT Bk I E RS R R
W & 20 T 2 (cpm) o
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1.4 Zi0mE Rl EEEENERS o &
FIPSER

¥ERFEH VOMCs # F 96 IR, T I iF
DMEM [F # i 5 7: 48 h /5, B NB F B (1 Hmol / L)
fEF 30 min, DMEM 3% 3 5K &, % LB T H W
DMEM, 5/ A\ % 75 (10 bmol / L), 1 h JE#% L i
TN SRR A, WA RE
1.5 SibmeEESt NIH3T3 0AE1E5E A 2200

¥ NIH3T3 4 fe g /8 T 96 FL#R, #% LA 7&K
KA N F R, W2 & 20 B AR AT TR R
1.6 ZiitFErEE

B x s 27, ARFAALREA T Z4
o

2 g R

2.1 ZiCMENIE R4 DNA & KBS0

£ 1.10 A1 25 Hmol/L % 7o MR /EH T, VSMCs
f°H-TdR 5 N &2 %28 1 038 £119. 728 104 F1I
462 £112 cpm, 5XFEA N NE 1575 £112 cpm It
BWEREZERF(P< 0.01). FEEZYHRE M,
cpm [HIZH /D, SWEHAMAEZEZEZR(P<O.
01) .
2.2 ERTFRANT % bR HN I I B S 78 AL 48 B DNA
=YpA:pAl

£ 10 Hmol/L ZVPMERAER T, £y R B AL 3 5
VSMCs (5 H-TdR # AN &N 699 £110 cpm, 5t E4
B NE 1534 2105 cpm LB H B ZEZE R (P< 0.
01) .« SRR VSMCs BN & (728 104 cpm) [k
WEER( P>0.05).
2.3 ZibMEExt NIH3T3 4058 DNA & R A0

7£ 1.10 A1 25 Pmol/L £ Vb MR 1 Fil T, NIH3T3
ZML H-TAR X\ &4 58 957 £112. 654 £107,
403 X103 cpm, S5XFHRAAHIB N E 1 496 104 cpm L
MERZEER(P<0.01). 5259 K8
cpm {HIZHTE /D, FIREHM A EEZEZR(P<O.
01) .

3 ¥ ig

RGBT IR, 2 VDM FE AR A 257 54K
FMH| VSMCs DNA BI& k. FHARTT WA o 3244 FH
FIEYSE WA AL 3R VSMCs, 18 ay 24K 50EF, 2 ubmpies

RN G EMER . S FARE a AW
NIH3T3 R4 4 40 ', 22 vb w5 s B8 4 1) B2 DNA
M6 B LA b g5 5 U0 2 70 e 1R 40 /i) VSMCs
NIH3T3 4T 44 s 5 Ve B S5 H o oo B2 9 FH
WE I TESE . Ulrich 2 ZERF o ip R IR, 2D WeR ]
NI LM G, HIZE S IR, (F 40 o 244z
IEFEFIEHI(Go 1) o« IXFAE F 2 8 i 38 0 p27 19
T Rb W BERR ARSI . cAMP /¢ Rho /
GTP B3 ] A T A B N p27 BIFRIE. AMP fE N
o S AT DUE RN p27 M2k 51N A K
Y, Rho / GTP 4% UEE X p27 ik 1y s 5
SRS S (G o 22 b R AT ) VSMCs 1 5
FIVE A2 75 3 e VSMCs 2% T i H A 32 4 A T F
RFK B, & T B — 5 1 SR IE B .

% Yh Mg S B R KR 9T AR F O sh i BiiE
2o Vashisht 257 X6} % i B8 E S RkAT AR AR, A
JERLF 22 Y0 MEBR IR T o R TIP3 A= W 8 4
i, T ELIX A AR 255 B AR . X 5 R AR
K e —8.

M T 2 b MR D4 VSMCs 18654 FO LR 5 5 i
B ZAL, B @ 75 p27 A1 Rb B A Ik R
VSMCs 3858, BHHEIER N 22t am, £5 KE
B A FH AR [ 100 I 2 34 B 1 3t e ) VSMICs g 184
FA, BRI PTCA A JG £ L% 1 838 AT B B A X
HIBITIER . 2 UPWEBEAT 0 GE SN B PTCA R J5
R — B BURTT 2
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