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RE] By MERNELZHEIAEEIEEHE PSS MM/ b & IEC-6 41 8 Bk 7= & 40 o B 75 i 4
F-1ACAM-D W% 1E 8, Fit B E LM 545 IEC-6 ARM RARPHH. Hik LI IEC-6 AMHAHR
St 2, 5 35 0 48 B 4 S A 50,100,200 #1500 mg/L FERE MK ELH.BH 1h, 0 10 mg/L HLPSH
Wi~ h )5, RALEF-FEMEEMN (RT-PCR)F R ICAM-1 mRNA fRE%TH. 4R LPS HIM
IEC-6 41} /5 ICAM-1 mRNA 3K P8 E % *f B4 8 ¥ 7 8% (0. 740. 06 I 1. 45+0. 07, P<<0.01); K&
£# 100,200 # 500 mg/L Bf #9 ICAM-1 mRNA ik &4 314 0.9740. 06,0. 82£0. 07 f 0. 65+0. 05; F &
% ¥ 500 mg/L fEFH 1 h #1 4 h 9 ICAM-1 mRNA #1% 3 4 51 % 32.7%(1.19+ 0. 06 # 0.80+0.10) 7l
36. 3% (0. 9340. 07 1 0. 72-0. 08) , 16 B 8 & 2 46 2 ¥k B A A AR B pE 04 80 T LPS ¥ % [EC-6 M HR%
ICAM-1 mRNA#K P (P 5<0.01). @1t HESWAH NS LPS R IEC-6 M M5 ICAM-1 WEM ., %t
LPS i M ER G RARPER.
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Effect of Astragalus mongholicus polysaccharides (3 2 % #) on intercellular adhesion molecule-1 secreted by
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[Abstract] Objective To explore the regulatory effect of Astragalus mongholicus polysaccharides
(K%L, APS) on lipopolysaccharide (LPS) -induced intercellular adhesion molecule-1 (ICAM-1) gene
expression in small intestinal epithelial cells (IEC-6) in vitro, and to approach the mechanism of immune
protective effect of APS on IEC-6 injury. Methods The cultured IEC-6 were observed. They were added 50,
100, 200, and 500 mg/L of APS in different cultures respectively for 1 hour, and then were induced by LPS of
10 mg/L for 1 - 4 hours. The expression of ICAM-1 mRNA was determined by reverse transcription-
polymerase chain reaction (RT-PCR). Results After JEC-6 were stimulated by LPS, the level of ICAM-1
mRNA was significantly higher than that in the normal control group (0.74%0.06 vs. 1.45+0.07, P<
0.01). The expressions of ICAM-1 mRNA in the cultures of APS 100, 200 and 500 mg/L were 0. 9710. 06,
0. 824 0.07 and 0. 65+ 0. 05, respectively. The inhibition rate of ICAM-1 mRNA under APS 500 mg/L at
1 hour and 4 hours were 32.7% (1.1940. 06 vs. 0.80%0.10) and 36.3% (0.93+0.07 vs. 0.72%0.08),
respectively. Moreover, APS significantly abrogated LPS-induced ICAM-1 at mRNA level in a concentration
and time dependent manner (all P<<0.01). Conclusion APS can inhibit LPS-induced production of ICAM-1
mRNA, and has protective effect on the intestinal tract injury from LPS.
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EHIBFNATHREEENRERARETRE
EREREREE S0 . TR P RAERIERN
i £ B TEC-6 itk MEEEZBUINERIES
¥ (LPS) 1| % TEC-6 40 Jjg = 4 ICAM-1 B8 % fE
LT HE LSBT LPS A3l IEC-6 iR a &
AR E L .
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1.1 #eIEC-6 itk i P EEER EHEMEE
Be 4k r 4 3 b0 4R L TRIzoL B B - B A BER
B (RT-PCR) i 7] &, Dulbecco 2 B Eagle #5352
(DMEM). f§ 4 i ¥ ¥ F 3£ B Gibco 24 &];LPS 9
B%E Sigma A8 HESWHFEEEXEHAF
#HICAM-1 £ THSI9H LAY ITRARR
e EFREHERSHCH 90% 8 DMEM, (k#
HBH V0% ME.0. 01 g/L ESHEHR. &
EZHEBH 250 mg HE L DMEM 50,100,
200 1 500 mg/L % BW A .

1.2 ERHF®

1.2.1 #MIEFE R4 . IEC-6 Mi7E CO, B34
(37 C RN 5%CO)H S, IKRH BB, E
0% RA R, B HN 0. 25 % K BREE N L1,
5dER 1T SREARATER. HEFNER
4y IE % % B4 (LB % 2k 28 wh i (PBS) Jo Xt D,
LPS A R E £ ¥ 50,100,200 F1 500 mg/L 4.
1.2.2 RT-PCR ot LI B 4 X108/L K2
EEMTELABENBET 4L RAEMARFANRE
KRB 100 pl 8 H 4% E 4518 50,100,200
1500 mg/L, ¥ H 1h, 5 F LPS S4B E 1~4 h,
W 40 # W ICAM-1 mRNA, PCR %&1{4:95 C
2 min, 94 ‘C 1 min,56 'C 1 min,72 ‘C 455,25 {™§
5 72 ‘CEEMH 10 min, ICAM-1 W34 55 L
B4 5'-AGAACTGTGGCACCACGCAG-3', T #ff
B4y 5'-TCAGAAGCACCACCTGTGCC-3', Bk
RaBh 1. S U MBRM B Bk (1.5 g BUEKE+
0.5 X TBE, TBE # Tris.Z U Z B (EDTA).
B4R B & KB 100 ml, AR L Z & (EB) &
KRUEHE R 0.5 mg/L. &L DL 2000 5 DNA Marker,
EFLIN#E 10 u1,90 V B3k 50 min, ¥4 B ST T W
BER ARKBGA#MANMALAHERSIRA
SR HE MmN S GAPDH) 5 HIEE K
Ik &R L E (AE, L E X H/GAPDH # A
EHEEENER,

1.3 G405t AR SPSS &4,
BHEUMREIREE @E)ER. RARE, P<
0.05 HERFHITERE X,
2 & B
2.1 AAFBHEELWEX LPS FrB IEC-6 5
i ICAM-1 mRNA & (E D 5 E¥ X BALL
B, LPS Hil# IEC-6 41 i % % ICAM-1 mRNA %35
BE®MO.7410.06 H 1.45+0. 07, P<C0.01);
TEELET MG 4w m, LA BEKEHE,
50 mg/L 3 B £ W v Ml LPS Ji) ¥ 1IEC-6 40 ffu =
# ICAM-1 mRNAK ¥ (1.2040.05), fE B 8
ok BE 58 B (100, 200 & 500 mg/L), # #] ICAM-1
mRNA %52 F & # 8 i (0. 97+ 0. 06,0. 82+
0. 07 F1 0. 65+0. 05,P ¥<C0.01),
2.2 RIEIRHE #HE LSRN LPS H#% IEC-6 44
WICAM-1 mRNA Rk H /ERH (& 2).LPS %
B HICAM-1 mRNA FikfE# 500 mg/L HELHE
BRWHLER 1 hF 4 h KIMHEESFR 32.7%
(1.1940.06 B 0.80 4 0.10) F 36.3%(0.93 +
0.07 H; 0.7240.08),
3 it i
BREMFEIEZRETMNERBREN
R, E R ARERERENEEHERTS,
REESHEMEYRERRGE—HHES . &
EHRETH . BEAKRBHAEMAZTERAKR
REARD ERAEB MG REAZELET .
P9 EE R MAE A0 B T 1 B R B T RE Y B IR, B B
NEZHAFATERALE, BENREZERSE,
fib R B AT BN, B R AE A R A0 M B IR SE R Foo
(TNF-o) . B4 i f+ &-1(JL-1) . IL-6,IL-8 & k&,
KRBT ERBEFTREMRE SIR2HR
ERMNGEMEGCRS, BHhFNELBEHESE
B, HEBEEREAERARIBRPER
EEA. HEERYBEEBNAEFEER X,
ICAM-1 BREREHBEE R—-MEREL
AN BEEEES BN FEREH. Bk,
HEARALESE, S5 RIEMEBHERMN,ICAM-1 {F
AEEETEF ESREAHEEER. M SEHE
7 [F I ¥ [ f 2 Ak P 6 B L 9B T L 0 R B D BB O
R R PHERAROERER.T KEHEH
RAMBERFEL BARGRG.THEHRX B
HEHABNEERESHE. REERESRYE S
ZA XM, ICAM-1 K 3R3K 7T 5B vk 40 i 25
BHER . AHNTRBERERNY . EXHAR
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M :Markers A~F 4RI N iE % AT B4 . LPS 41
RF L% 50,100,200 1 500 mg/L 4
M1 FERERES M LPS WM /NG EREN
433 ICAM-1 mRNA K% W

ICAM-1 BH KA FFRETmE N KA. R R
BEBRMKEE PR/ ERAE. SHEFEERG
W b B2 dn st , ICAM-1 3 3% 486 /i , 26007 40 M 75 16 &
40 M B T3 3%, B 2 S BURAE A AR A AT
1k, 3F B 48 5 76 178 35 % 5% 40 Jfo o 2 Fh 40 ML B 7 B9 4
EEMAT#—% &E. IL-18. TNF-« A R R 5
FRERGENEARMNEEFARPHREL. AT
F#EH L, ICAM-1 KA M4 9 91 B, S B4 M
B A RE R BE 1 A O

BHEREANBSERPEHZ - AESHE
BENBARS . BEAMEELGEERANTREAN
T Rk R B M RARYE. L BT
ZEREC, EARREENRETEERRY
BRS04 40 B LPS %S K BUK B B v 40 i BE B EY
TNF.ILs &—E L A5 w00, JE 0 HE LUET
) 48 5 B 40 06 A T 06K 200 2 0 0 M 3 40 o R L
LR R R ER AR KA. KES NS
LPS % ¥ IEC-6 40 ffd 4 i /= 4 #y ICAM-1 mRNA
FE,AXHMEERABERESHAORES MR
Ve Bt A E KA R B . RITATHNHE
BiEL HE LB /Mg £ K40 B R R
B M EEF TNF-o IL-8 £ %, N B
SR ARBEHRERG. ZXBRAFG—TEF
AETELEESHLERERERFIERNETER
@t ims ICAM-1 =3k, M T B 55 S 40 M A0 A B2 4
BZEMERER BERGHRERRIBRTR
FmBHRPER.
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