%14 BT o [ S 77 )47 AR Vol. 14, No. 7
2008 £ 7 H Chinese Journal of Experimental Traditional Medical Formulae Jul. , 2008
Y L T T X PN B A B i T BE TR
/DRSS B I F PN 2 2 B 3 D e T s
P22, M Jhoah &, e
(LT BE 2Ry, 10T YRR 110032)
(5] BAY: WLV BRI X ECV-304 40 i 23 vih 41 23 B9 £T R I JEU 30 1 (- PA) £V I8 S50 B0 0 40 ) - 1( PAR 1) JIfL

FEEVE LA R 1 (VWF) (5200 F 2R 0 0T BE RO VE Ry o T35 DUAN[R)ASE A v RS 3 W A e Bl 25 35 55 15 R 19 ECV-304 41 Jifg
JEEIE A 18 h i, F ELISA S I 55 R0 = PA, PAF 1, W (15 5 . 5 2R Y0 IRk DM A S Bl 2 38 B8y ml 5 A M 0 ) ECV-
304 40 it PAF 1 (03, L5 28 o0 AL EE, P38, ThoR R AL R MEZE SR (P < 0.01) , ARG 4100 B 25 1 22 5 Vb bl s s i
A5 B2 2000 ECV-304 41 il 70 = PA A1 wWE 5T W] 2 500 . £538: 0 ol S0 400 A A B 40 1 PATE 1 (¥ 739k, S B 2% 35 ] g
ARy 22— .

[ RERIA] VDR s 210 Bl s8OS A R 1 2 2N 2T il D O s I M ot A TR S B AR R
[FESES] R285.5 [ XEFRIREE] B [XE4S]  10059903(2008) 07-0038-03
Influence of Total Flavones of Hippophae Rhamnoides L on
Secretion of t-PA, PAI-1, vWF from Endothelial Cells
CHENG Jia-yi, TENG Dan, SUN Jing, KANG Ting-guo”
( Liaoning Unwersity of Traditional Chinese Medicine, Shenyang 110032, China)
[ Abstract] Objective: To observe the influence of total flavones of Hippophae Rhamnoides L. (TFH) on secretion

of =PA, PAF1, vWF from ECV304 cells and identify the possible active component. Methods: Cultured ECV-304 cell
was commonly hatched 18 hours with The TFH and isorhamnetin of different concentrations, then the contents of -PA,
PAF1, vWF in culture fluid were determined by ELISA. Results: The TFH and isorhamnetin of different concentrations
could inhibit secretion of PAIFF1 from ECV-304 cells in a concentration-dependent manner. Compared with the control
group,  high and middle concentration groups significantly decreased the contents of PAF1( P < 0.01). TFH and
isorhamnetin didn't influent the secretion of -PA and vWF. Conclusions: TFH could inhibit PAF1 secretion of
endothelial cell, isorhamnetin may be one of the active components.
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