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Molecular Mechanism in Tumor Vascular Endothelial Cells
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[ Abstract | Objective: To study the effect of Danggui Buxue decoction (DBD) on proliferation in tumor
vascular endothelial cells, and to explore the mechanism of inhibition of tumor angiogenesis. Method: After
different doses of DBD acting on vascular endothelial cells (EA. Hy926) co-cultured with the tumor cells ( A549)
model, CCK-8 assay was used to observe the proliferation of vascular endothelial cells co-cultured with the tumor
cells; enzyme-cinked immunosorbant assay ( ELISA) was used for assay of vascular endothelia growth factor
(VEGF) and its receptors ( VEGFR1, VEGFR2, sVEGFR1, sVEGFR2) and expression of vascular endothelial
cells co-cultured with the tumor cells. Result; Compared with normal group, vascular endothelial cells co-cultured
with tumor cells proliferation capacity increased (P <0.01) ; DBD each dose group could promote the proliferation
of normal endothelial cells, inhibit the proliferation of vascular endothelial cells co-cultured with tumor cells with a
manner of dose and effect, compared with model group, there was significant difference (P <0.01). DBD each
dose could promote vascular endothelial cell co-cultured with tumor cells expression of VEGF, compared with model

group, co-cultured of high dose group and dose group showed a significantly different (P <0.01). Co-culture
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model group was significantly up-regulate VEGFR1, VEGFR2 expression, the groups DBD inhibited the expression
of VEGFR1, VEGFR2 and showed a dose relationship. Co-cultured with tumor vascular endothelial cells in model
group decreased expression of sVEGFR1 and sVEGFR2, each dose group of DBD could promote sVEGFR1 and
sVEGFR2 expression, showed a dose relationship. Conclusion: DBD can Inhibit proliferation of vascular

endothelial cells co-cultured with the tumor cells. The mechanism might be related to regulation of VEGF and

its receptors
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VEGF ( ELISA it %) &, ik 18 2%, & [F ), VEGFR1
ELISA i& 5] &, VEGFR2 ELISA & #| &, Cell
Counting Kit-8 i3] & (CCK-8) £ $i i IgG-Biotin, £
IgG-1/2KIT, DAB & 35 & , S bt A -/\ A 53
& (¥ 3k Boster, it 71X ), sVEGFRI ELISA i 5 &,
sVEGFR2 ELISA 38 & (4474 Bio-Swamp, H1[H) .
1.2 {8 MCO-15AC AU fE & ¥ & 468 (H A& =
), SW-CJ2F B & T A & ([ 5 M),
Varioskan Flash 2 Zj G M 1 5 2 46 0 AL ( 26 [
Thermo) ,
1.3 DBD 25y dH  4IH (5 110517) (8
(415 110509691 ) iy [ B AR o B= 24 K~ it 2= B

- 164 -

Solution,

DBD; vascular endothelial cells co-cultured with the tumor cells; cell proliferation;

ghr . B CHIHIE R (- H 0 50 1) KR

() DBD & HIJG M E T 4 CokAE T RAF& . F
We 45 J5 19 DBD, L 5 000 remin ', 0> 10 min, /N0
W W, R B0 3 R TR BV, B T4 C
VKA RS KRR T - 20 CUkA PR .. H
B 45 )5 (9 DBD DL 0. 22 wm 1 3 0 3k g R 14, LA
1640 35 37 576 B

1.4 guffiwk BRIk N K 40 L 2R (EA. hy926) 4
FELER DU R R AR W Y e St e R, A
i 98 21 L 2R ( AS49) 51 | R BB T 40 A W it 5T
JUT 240 P P

2 FHik

2.1 AJBE#ERIK N B2 4 & (EA. hy926) 1 55 57 (%
fRF % EA. hy926 4 il 76 & 10% fif 4F 1M 7
(FBS) .2 mL X4t (FH 8 %K 10.000 U-mL ™", 555 K
10.000 mg- L") il 2 mL HAT Supplement ] RPMI
1640 £ 32 5 b T 37 °C,5% CO, 1R 4 23 5 0 16 I 0
R PR LR SR ORI 1 W AR KRG S, L
0. 25% 11y Jiki il =5 U U T 40 M, S 0B%  08 458 4 i
ANAR B JE, 3 AW, A E 10% s A i i
(FBS) X #L M1 HAT Supplement [ij RPMI-1640 % 3%
B AT I AN E B L x 1074/ mL, £ 4% T 25
em’ —KPER SR 4k 8215 3% . R SABC g4l
i 255\ - 520 S 9 B2 A0

2.2 AS49 [HEEFERIEA AS49 7E S 10% G 4R 1
W (FBS) FIAPL (% K 100 U-mL™" 5 K 100
U-mL ") iy RPMI-1640 ¥ 32 3 F 37 °C,5% CO,
RS2 S E IR A48 v FLBE 55, IR R 1 Ik
YA K A, LA 0. 25% I i il 2 1R B3 Ak 4
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VEGF % #5449 2% %0 W, DT 410 61 100 %5 P9 B 40 i 34
B L BB I AE AR S . sVEGFR {135 sVEGFRI1 Al
sVEGFR2 WA A 5 1 52 4K o K SR 7 16 Il 45 4k #f) A
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VEGF 5 sVEGFRI1 454G J5 , A B A7 g 2 B8 2 1
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1t VEGF {5 54 T UL AE A B 20 0 A i b k2 32 4
JH i sVEGFR2 fE 3 4+ Pk 1) 45 & VEGF, M7 i
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