CN 434262 /R R E BN ki1 & 2011 55 19 B3 # 187

GrEse] 10073949 (2011) 1903018705 « SCIGFFSE -

TR KSR TNF-o 185 5 10 /N B 30 ik
B4 VCAMAL 383 [ 52 i

wEOE, BOET, REW, R OE, ERE, KB, FE, SRR
(L ST 5 BRI R BRI » ST 548 VERH Tl 110032 2. hBH 41X 44 B Lo B T »
ST A VER T 110840; 3. b BB EAE (LS WHIRT LT 31548 KT 116023)

egial]  HEOKIERY: WEKIERT o0 BRT «B;  MWE4REH ST 1

B =1 B %0 KRB g SR 56 B T o (TNF-o) 35S 10/ B30 bk A B2 41l VCAMAL 3235 1 5 i
LML, Fsk EEALRSh THP 4 5 /N B sl ik Py B2 4N Mo 26 B s2 56 ¢k & 76N TNF-o il 802 11, SR AN [ R B
BT K SR EA SAN [F) TS B TS /K SR B4 9% 8 IF R) 64T 20 40 T30, 460 THP 200 Jia 5ok /s B 30 Jik P9 Bz 40 e # 28
R ELISA #5020 f s 55 L35 VCAMA Rk 281k, Western blot Kl VCAMA Fik (928 1k J 4% 5 £ BT NF-
kB p65 HANZKEIZ. 5R  TNF-o BT, N REIEK A B 418 VCAMA Fl NF«B (¥ 3=387KF B3 A, M4
BRI AL B 5, T LA 0] TNF-o #5519 VCAMA ik & NF«B p65 & A BB IIIER, HEA—ENE
MRAF M K B TAIAR AP BE R 120 mg /L f) 35 TS /K SR BN THE 4 ~ 8 h mJ B S 0 2> B0 A% 400 i S5k P9 2 400 i 40 286 Y 2%,
VCAMA FIXHE R (P <0.05) , NF«B FiLHE K (P <0.05) . &5t S RKRB 5 INFo FER A
FEAHA VCAM - 1321, B ER A% 4 B 1) 85 Bt B8 7> AT VR0 ML 46 P B2 00 A 453 497 » JFC L) T e e o 400 1) 2 S IR 7
NF—+«B (170 A K.

[(FES2S] R363 CCatFmiRm@] A

Effects of Astragali Radix Extract on the Vascular Cell Adhesion Moleculed Expres—

sion of Mice Vascular Endothelial Cell Induced by Tumor Necrosis Factor-o

YOU Yang', DUAN Yan®, ZHANG Xiao-Lin’, KANG Jian>, YAN Cheng-Hui’, ZHANG Xiu-Li’, FENG Jia-Tao’, and
HAN Yading’

(1. The Affiliated Hospital of Liaoning University of TCM Shenyang, Liaoning 110032, China,?2. Cardiovascular Research
Institute, General Hospital of Shenyang Military Region Shenyang, Liaoning 110840, China,3. Dalian Institute of Chemical
Physics, Chinese Academy of Sciences Dalian, Liaoning 116023, China)

[KEY WORDS]  Astragali Radix Extract; Tumor Necrosis Factor-o; Nuclear Factor«B; Vascular Cell Adhesion

Molecule-
[ABSTRACT] Aim To investigate the protective effect of Astragali radix extract on vascular cell adhesion molecule—
1 expression of mice vascular endothelial cell against tumor necrosis factor-o (TNF-ot) . Methods Adhesion model

was established by THP cells and mice endothelial cell in vitro. ~ The cells were pretreated by different dose and different
time of Astragali radix extract before induced by TNF-a, and the adhesion rate were detected.  The levels of vascular en—
dothelial cell adhesion molecule VCAMH in the cell culture were determined with ELISA.  The expression of VCAM- and
NF—«B subunit (p65) were evaluated by Western blot. Results The expression of VCAM- and NF+«B was increased
obviously after induced by TNF-a; While the expression of VCAMH and the effect of NF«B p65 protein nuclear transloca—
tion induced by TNF-a were inhibited after pretreatment of Astragali radix extract in a dose—and time-dependent manner.

The reduction of adhension of monocytes to endothelial cells, the down-regulation of the expression of VCAM- and reduc—
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tion of the expression of NF«B were apparent (P <0.05) at the concentration of 120 mg/L preincubated 4 ~ 8 h.

Conclusion Astragali radix extract can inhibit the TNF-a-induced expression of VCAM- and reduce the adhension of

monocytes, by which the damage to vascular endothelial cells was relieved.

inhibiting the activation of NF+«B.
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Figure 1. Adhesion experiment of THP- cells and mice endothelial cell pretreated by different dose of Astragali radix ex—

tract ( x100)
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Figure 2. The effect of vascular endothelial cell adhesion molecule VCAMH in the cell culture pretreated by different dose
and time of Astragali radix extract induced by TNF-«
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Figure 3. The expression of VCAM- and NF+«B of mice vascular endothelial cell VCAM- induced by TNF-«
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