CN 43-1262/R "W E S kaE b 247 2012 4557 20 556 3 203

[XEHES] 1007-3949(2012)20-03-0203-04 - SCIOAFER -

TGF-B1/Smad3 2 55 i 1A AL AW %5 2 I 8 101 40310
N A SRE HE 111 463K

EFXFR, BFik%, FEE
(PANRLTER/ LAFRLTXFEFHAN DARLEFEFELELHEE, 7T 100730)

[R$ER] #AEKEF Bl; Smad3d; ABHRARMAE,; LF@MBERST1; @WEANEEHST 1

[ E] BHH HiT84E KRBT BL/Smad( TGF-B1/Smad) 13 5 i %% A 5 BAL K E IS & & (ox-LDL) 4t
B A K R 4 A 5 am R BB T 5-F 1 (VCAM-1) Fo 2m AR 25T & F 1 (ICAM-1) Rk 69 5 F 4Ll . FiE  4k9b
B AR AE#E IR R 40 L, Ae N ox-LDL(0. 1 g/L) #l# m f&, A Western blot 4 TGF-B1 ,Smad3 # 840 VCAM-1 F=
ICAM-1 89k ik, #5R  ox-LDL 4 B 38 Im A B4 Bk P9 & 28 i, VCAM-1 F= ICAM-1 #5 %& ik (P <0.05) . ox-LDL 7%
A Bk M 98 e TGF-B1/Smad 12 5 8% TGF-B1 & ik ¥ 238 4 Smad3 BEEAALIA BIE 5% m ALY T &
B BB AL # Smad3 fE 4w iEAE R A 38 de 4F - PE Smad3 A BR AL A7 ) A SIS3 VAR EAR # 7 X A7 %) ox-LDL A 4 44
Smad3 BB (P <0.05) , L VCAM-1 #= ICAM-1 %9 & k3 m(P <0.05), %if TGF-B1/Smad 12 5@ %A 5iA
ALK T ERG R G R0 AR e 8 K g2 & & &k, 7R Smad3 BEBR AL B 36 e K R R B K ik 42 = TGF-BL/
Smad3 i@ EAL LA Hp %) ox-LDL Al 869 W 4m Be K 2 B8 R K Hoh

[FESZES] R363 [ XHEFRINED] A

TGF-B1/Smad3 Regulation of Inflammatory Protein Expression Induced by Oxidized

Low Density Lipoprotein in Human Umbilical Vein Endothelial Cells

WANG Wen-Dong, CHEN Bei-Dong, and QI Ruo-Mei

( Beijing Hospital of Ministry of Health/ Beijing Institute of Geriatrics, Minisiry of Health & Key Laboratory of Geriatric Medi-
cine, Ministry of Health, Beijing 100730, China)

[KEY WORDS | Transforming Growth Factor-B1; Smad3; Human Umbilical Vein Endothelial Cells; Vascular
Cell Adhesion Molecular-1; Intercellular Cell Adhesion Molecule-1

[ ABSTRACT ] Aim To investigate the molecular mechanism of inflammatory protein expression via transforming
growth factor-B1 (TGF-B1)/Smad pathway in ox-LDL-stimulated human umbilical vein endothelial cells (HUVEC).
Methods HUVEC were treated with 0. 1 g/L of ox-LDL. TGF-B1, Smad3, VCAM-1 and ICAM-1 protein expression,
and Smad3 phosphorylation were detemined by Western blot. Results ox-LDL obviously increased the expression of
VCAM-1 and ICAM-1 in HUVEC. TGF-B1 expression and Smad3 phosphorylation were enhanced in ox-LDL-stimulated
HUVEC. Nuclear extract analysis showed that the phosphorylated Smad3 expression was increased in ox-LDL-treated
cells.  SIS3 (a specific inhibitor of Smad3) inhibited Smad3 phosphorylation in a dose-dependent manner, however,
VCAM-1 and ICAM-1 expression were increased in ox-LDL-treated cells. Conclusions TGF-B1/Smad signaling in-
volved in the regulation of inflammatory protein expression in HUVEC induced by ox-LDL, the inhibition of Smad3 phos-
phorylation increased the expression of inflammatory protein, suggesting that TGF-1/Smad3 signaling repressed the inflam-

matory protein expression in ox-LDL-treated endothelial cells.
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Figure 1. ox-LDL induces the expression of VCAM-1 and
ICAM-1 in HUVEC
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Figure 2. ox-LDL increases TGF-f31 expression and Smad3
phosphorylationin HUVEC
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Figure 3. ox-LDL induces phosphorylated Smad 3 expression in nucleus
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Figure 4. Effect of SIS3 on Smad3 phosphorylation and
VCAM-1, ICAM-1 expression in ox-LDL-treated cells
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