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Astragalus inhibit proliferation on vascular smooth muscle cells and it’ s mechanism

HUANG Jiryu' , SHAN Jiang' , XU Geng' , FU Guosheng' , GAO Yan’ (1 . Department of Cardiology, the Second
Affz'lz'ated Hospital , Zhejiang University Medical School , Hangzhou , 310009 , China ; 2. TheNumber Sixth Hospital of
Hangzhou 310004 , China)

ABSTRACT :OBJECTIVE To observe the inhibition effect of Astragalus( AS) on the proliferation and cell cycle of vascular s mooth
muscle cells( VS MC) . To investigate if this effect is through increasing NO level of VSMC. METHOD The DNA synthesis was de-
termined by [ H® } TdR incorporation, cell cycle was examined with flow cytometry ,and NO content of medium was detected . RE-
SULTS (1) Astragalus inhibited [ H® } TdR incorporation in a dose dependent manner(0.5mg/ mL-50mg/ mL) . (2) Flow cytomet-
ric DNA analysis revealed that Astragalus induced significantly enhance ment of Gy/ G, phase compared with control group and decreas-
ing of S phase VSMC .(3) NO content of medium was increased in a dose dependent manner . CONCLUSION Astragalus may inhibit
proliferation of VS MC and retarded cell cycle in GO/ Gl phase by increasing NO level .

KEY WORDS:
(vascular smooth muscle cell , VS MC) [*H} TdR( ), SMa actin
( percutaneous translu- ( ) ,NO (
minal coronary angioplasty , PTCA) ), (
s VS MC s 0010096 , 10mL/ 20g) .
, 1.2
(r21, s VS MC, N Hank’ s
VS MC NO (iNOS) 3, , . R 10 %
, NOsGC cGMP DMEM 1 mm? ,
VS MC 0, VS MC 25mL . .
95 %0, 5 %CO, 37T 4 ~ 6h R
( nitric oxide , NO) s VS MC 10 % DMEM s
1:3
1 4~6
1.1 Trypan Blue s ,
( FBS) DMEM ( Gibco ), , 95.0 %

2003 8 20 4 Chin JMAP ,2003 August, Vol .20 No.4 ¢ 277 -



1.3

3~6  VSMC 2%
10 % DMEM , 24h, 10%
DMEM ( 0.4mmol/L L- Y4mL/
0.58/mL,
5 B/mL, 50 B/mL 4 n=4,95%
0,.,5 %CO0, ,37°C 24h .
1.4 [*H}FTdR
4 6 VSMC,
1x10° /mL, 24 , ImL.
24h DMEM 24 h, 10 %
FBS , 16 h 1pCi/
mI[*H} TdR, 8h, PBS , 10 %
, mole L~ ! s
[*H] . 3, 3
1.5
24h 10 %FBS
, 10 % FBS ,
24h ; 70 % >
0.5 mL/L PI 300 ,
( Coulter, Berkman )
1.6 NO
20001/ min 3 min s
NO
1.7
xxs , SPSS10.0 ,
t
2
2.1 VSMC [*HFTdR
VSMC[*H } TdR
, . (P<0.05).
1
! 20000 ¢
I 16000 _[
| % 12000 ] I
£
A woo | 33 ]
4000
0
0 0.5 5 50
| sg/ul of AS
1 VSMC [*H} TdR

Fig 1 Effect of Astragalus on VSMC[*H} TdR cpm value
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, Gy/ G,
1.
1 VS MC
Tab 1 Effects of Astragalus on VSMC cell cycle( %)
Group Gy/ G, S G,/ M
Control 46 .57 %5 .47 43.47%£3.00 9.97%2.95
ASO0.5 B/mL  68.80%1.55" 21.27%4.06" 9.93 %5 447
ASS5 B/mL 732013320 13.93+4.79" 12 .87 2 477
AS50 B/mL 78 20+4 .35  9.43+£1 53 12.37+4 592

:n=3,YP<0.01,»P>0.05,

Note: n=3,Y P<0.01,” P>0.05, vs control group
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