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Effect of Xuefu Zhuyu Decoction in Inducing Angiogenesis Gene Regulation of Endothelial Cell Line
ECV304 GAO Dong, CHEN Wen-yuan, WU Li-ya, et al Fujian College of Traditional Chinese Medicine, Fuzhou
(350108)

ABSTRACT Objective To study the acting mechanism of endothelial cell line ECV304 in regulating angio-
genesis induced by Xuefu Zhuyu Decoction ( XFZY). Methods The angiogenesis effect of XFZY-contained ser-
um (XFZY-CS) was confirmed by observing its impact on proliferation, cell cycle, migration of ECV304 and on
vascular neogenesis in vitro. Then the effect of XFZY on various angiogenesis controlling factors was analyzed
with gene chip microarray technique. Results Treatment of XFZY-CS in 2.5% concentration for 48 h showed ev-
ident actions of enhancing ECV304 activity, increasing cell numbers of S phase, inducing cell migration and pro-
moting the in vitro angiogenesis. Meanwhile, expressions of four angiogenesis controlling genes were up-regula-
ted and 10 were down-regulated. Conclusion The angiogenesis mechanism of ECV304 induced by XFZY is
complex, it shows a multi-pathway and multi-target feature.
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%y 6 1.25% 1.89 £0.09 32.33 £4.32 27.00 £3.85 23.17 £2.93*
6 2.5% 2.34 £0.09" 45.67 £2.25" 39.83 £3.71" 21.33 £3.01™
6 5% 2.02£0.11 44.50 +2.59°" 36.67 £3.56" 24.33 £6.35""
pogc| 6 1.25% 1.85+0.03 32.00 +1.41 28.17 £2.32 12.17 £3.06
6 2.5% 1.84 +0.06 33.17+2.23 28.67 +3.33 10.50 +2.59
6 5% 1.94 £0.20 32.00 +£2.90 27.67 £3.01 8.17 £3.06
B 53 A & B, "P <0.05, ""P <0.01
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£ 2B B35 n TR
D3 Inhibitor of DNA binding 3, dominant negative helix-loop-helix protein HEIR-1 3 2.89
IFNal Interferon, alpha 1 IFL/IFN 3 2.93
TGFB2 Transforming growth factor, beta 2 TGFB2 3 2.19
VEGFC Vascular endothelial growth factor C Fli4-L/VRP 3 3.01
EFNA1 Ephrin-Al B61/ECKLG 3 -2.03
CCLI1 Chemokine ( C-C motif) ligand 11 SCYA1l 3 -2.09
CDHS Cadherin 5, type 2, VE-cadherin ( vascular epithelium) 7B4/CD144 3 -6.13
COL4A3 Collagen, type IV, alpha 3 (Goodpasture antigen) TUMSTATIN 3 -2.35
CXCL10 Chemokine ( C-X-C motif) ligand 10 C7/1F110 3 ~5.93
CXCL6 Chemokine ( C-X-C motif) ligand 6 ( granulocyte ch ic protein 2) CKA-3/GCP-2 3 -2.39
CXCLS Chemokine ( C-X-C motif) ligand § ENA-78/SCYB5 3 -3.63
EGF Epidermal growth factor ( beta-urogastrone) HOMG4/URG 3 -2.01
ITGB3 Integrin, beta 3 ( platelet glycoprotein 1lla, antigen CD61) CD61/GP3A 3 -3.52
THBS2 Thrombospondin 2 TSP2 3 -7.60
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B MLRF B 40 H) ITGB3 #1 VE-cadherin B %
B.YBHRSERIE. BIEBS—-RHEBRE
B i ITGB3 7E if & %7 4 R A& XU if # 16 A, ITGB3
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