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Influence of hydroxysafflor yellow A on the proliferation and expression of

thrombospondin-I in human aortic endothelial cells
TU Li-kuan et al
(Department of Vascular Surgery ,the Second Affiliated Hospital , Chongging Medical University )
[ Abstract ] Objective: To investigate the influence of Hydroxysafflor yellow A (HSYA Jon the expression of thrombospondin-1{TSP-1) in
human aortic endothelial cells for a further study of the mechanism of hydroxysafflor yellow A inhibiting endothelial cells’ proliferation and
preventing the growth of tumor. Methods: We use the method of MTT to observe the proliferation of HAEC with the influence of HSYA.
Real Time PCR and immunocytochemistry were used to detect the level of mRNA and protein of TSP-1 after HSYA s effect. TSP-1 in the
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culture medium is assayed in the way of ELISA.Results: HSYA’ s
effect on proliferation of HAEC showed a concentration-depen
dence, for higher concentration (>0.065 7 g/L)causing inhibition
of the proliferation of HAEC while a lower concentration(<0.065 7
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g/L)arosing catalyst performance. HSYA promotes the expression of mRNA of TSP-1,and the effect is enhanced as the concentration

increases. ; The expression of TSP-1 is similar io the result of our RT-PCR . Conclusion: HSYA promotes the expression of TSP-1. The

HSYA shows a two—way effect on the proliferation of endothelial cells, and regulating the expression of TSP-1and VEGF may be the main

way to achieve it.The anti-tumor effect of HSYA may be through a way of promoting the expression of TSP~1 to inhibit the proliferation of

endothelial cells and prevent angiogenesis.
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A FshBk 40 (Human aortic endothelial cells, HAEC)
W B4 E ERBA R R HSYA W g R aEaR
BESEHT; MIT iIRFIE B sigma 23 5] 5 /NF L35 W B HUM PO
HAFLRT-PCR XA EW A T4 THRERAT; 5P
A _Eif4E TR B TSP-1,CD3 B rspEHiA ( LrERHK
B2 pgml), RREA LA (SP )N &, BB E RN
MR SE M3 H FARME A Bl DAB B AN & Bt
H LA T ELISA 50 &8 =AY AR Haukmey
REFESTL,
12 E8uH*
12.1 HAEC ¥iFf WHEHURIEN HAEC 4118, T2 10%
INE LB R 16405350, 72 37 °C,50 ml/L CO, HUFIE AF
BHEAFEAEFVERD, G2 d %8 1K, 88 T IED
122 MTT ERMEMEEs LR EO=HH Jm
1640 4fasEFR%E, O34 HFL 5 x 10° R T 96
U, AR 3R 4E . QHSYA 4034 LA 5 x 10
BAN 200 wl BEFREERESE 12 h RGREIG W 334, B2 3 hn
AL R 0591 3 g1,0.197 1 g/L,0.065 7 g/L,0.021 9
g/L,0.007 3 g/L, 0.002 4 /L HSYA H% 3L, SAER LN
5L, FFH 48 h ZEIEFHFN, FILIWA MTT (5 mg/ml)20 pV/
FL, 4RSE BF 4 h R OEEESE DO BT, BFLIMA 150 ut

DMSO, %% 10 min, ZEESHR{Y H3 490 nm 4bf OD 1H,
123 RT-PCR £ W A [ % E HSYA X HAEC ¥ X
TSP-1mRNA KJEAIR AR4E MTT &5 R 48 0.591 3 ¢/L,0.065 7
g/L,0.007 3 /L () HSYA 3B /EMIFLL 1 x 10° MR B
FF 6 FLARRY P RZ 0B, FEiRar 235 FIST BRAE 3557 48 h B A
FA tripure # UL RIS FLANE R RNA, 4% RT-PCR
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ZF5. BB EIKEE)S , Ll quantity one 2347 E J7,
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iR STy
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48 h BT, HBRGA SP I AT TR A
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HIIERL 10 AT , W BH YR ) T 6 25 B (AOD), Hhdg
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2R ET 4300 TSP-1, TSP-1 7746 F 1l 32 0% By /MR
b AR R A R, B S — R E FARE
FEFR EREEFPN—SRy AREERERERIAS, 8
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MASLIREE BB RIR B AT HSYA(<0.065 7 wL)EAE
{R3E A HAEC S FRIVE , TR R B 9 HSYA(>0.065 7 ¢/L)
FRBL N H HAEC SFEAFER , 3F MR R E R ER
WETMZEWE, T RT-PCR MAEHEAFERE R
HSYA #E{Z3F HAEC TSP-1 # mRNA MIE %A, BREE
R BE B R VR RSB . (X TSP-1 B TSRs R H M HI
PRBZ RIS B 55 5 00 i 400 R R AT o o A SV Y
gt , Bk Y HSYA AE_L 1A TSP-1 A28, TSP-1 1Y
FFRATRES SH] HAEC 35 MK E HSYA BA{R#
HAEC 5 R A , A5 1 5 7RIS U 5T B 4 T HSYA
Xt R = 3 Bk A B 40 M T S i A SR A . TS SEIA R
0.001 mol/L HSYA 5 2.6 x 107 mol/L. VEGF i 3 58 /£ Fi #8
X, FERESMT  HSYA RE AR R 4iM b VEGF BB,
R 2B HSYA fR A 4 MU 7 5 H & 5 VEGF {5 51%
BB T X, & VEGF #Y_EJ8F1 HSYA EFF VEGF
5% BB RERA L L P L HAEC SRR, 5k
AT SEEG o o BRI M HISY A 410 A B #80 Bk P 12 4
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