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Effect of Gross Saponins from Tribulus Terrestris on the Proliferation of Vascular Smooth M uscle C ells
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ABSTRACT: OBJECTIVE To investigate the effects of gross saponins from tribulus terrestris ( GSTT) on the prolife mtion of vascu-
lar smooth muscle cells ( VSMC). METHODS The bovine VSMC were cultured and the effect of GSTT on cellular proliferation in
VSMC stimulated by angiotensionll ( Angll ) were assayed by MTT method, and the effect of GSTT on intracellular free calcium
([ ca’ 1,) in VSMC stimulated by H, O, were also assayed by laser scanning confocal m icroscope. The release of nitric oxide( NO) in
bovine vascular endothelia cell were detected by the method of nitric acid reductase. RESULTS GSTT could significantly inhibit the
proliferation of VSMC stimulated by Angll , which has the dose-dependent effects. GSTT also shown to be able to depress increase of
[ Ca®" ],stinulated by H, O,, and increase the release of NO. CONCLUSION The inhibition effect of GSTT on the prolife ration of
VSMC stimulated by Angll may be related with the suppression of reactive oxygen activated Ca’~ signal path and increase the release
of NO.
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Fig1 Effect of GSTT on the proliferation of VSMC induced by
Ang 11
Note: Comparing with the control group,"’ P <0. 01; comparing with the
Angll group,? P <0.05,% P <0.01
2.2 GSTTAH H, 0¥ vsMmcC [ ca" 1R 5
MWD LR E BB ML [ ca ™ IREE . A
H, O, 4l O 1 5 ' it B 4 n (Bl 2. A) & T2 Ol 5 (1) I i)
Mgk m B (B o3y, Ui [t )R E S ., @ ik GSTT
(2400M+ mL ' )37CTRI¥ 30 minJ5 0N H, o, %1 ¥ 4N 2 4
PR TR (B 2B) , 2 1l 2 5 B 1) I 0] b 2% 1 3
(Bl 3) UL GSTTA! H, Ol ¥ vsMcC [ ca® " 1K JE 14 n A
HMEERH . W 2,3.
2.3 GSTTN MLE A R 41l NOTRE BT 5
GSTTA ML P9 52 4l i NORE T I 5% ) WL I 4. 500 IR
LA T RIRIE T GSTTY fe A8 I Py Bz 40 i 55 57
B NofETHE , GSTTINRE A 1200ge mL "B, NO % &
TS A F 35, 790mols L', R W GsTT A {2k i
N R A0 BRI NOTRIAE A .
HE B 2524 20 20084F 2 HEE 2555 10




Kl 2 vsMmc[ca' 17K (60 stFEE )

A - H, 0% ;B - GSTT(240 bgs mL™")TiF 30 minf5 FH H, O,H¥%
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Fig3 Effect of GSTT on fluorscence intensity of [ Ca’" ]; of

VSMC stimulated by H, O,
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Fig4 Effect of GSTT on NO concentration in the cultural solu-
tion of artery endothelial cells
Note: Comparing with the control group,'’ P <0.05, » P <0. 01
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