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Abstract

AIM: To investigate the effect of LPS on epitheli-
al-mesenchymal transition (EMT) of cholangio-
carcinoma ICBD cells and to explore the possible
mechanisms involved.

METHODS: ICBD cells were randomly divided
into four groups: a control group, a LPS (final
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concentration, 10 pg/mL) group, a LPS + siRNA
group, and a LPS + SB203580 group. The expres-
sion of epithelial cell surface marker E-Cadherin,
stromal cell surface marker Vimentin, TLR4 and
p38 was examined by real-time RT-PCR and
Western blot.

RESULTS: LPS promoted the initiation of EMT
of ICBD cells. The expression of TLR4 and p38
significantly increased in the process of EMT of
ICBD cells. SiRNA-mediated blockage of TLR4
inhibited the occurrence of EMT and the up-
regulation of p38 in ICBD cells. When p38 was
blocked by SB-203580, the expression of TLR4
was still up-regulated, but EMT of ICBD cells
did not occur compared to the control group.

CONCLUSION: LPS may activate TLR4 and pro-
mote EMT of cholangiocarcinoma cells via the
p38/MAPK signaling pathway.

© 2013 Baishideng. All rights reserved.
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(RFABWR L) X THHE

AFRR ATHESCHIL AN SCERF NI R RNS L IERMA S B MR, ki S iy, WU S im, MR Sip, B

Ryt se, W= Sey, BhfikiEdtia, 1 kpo, #EHig. sFHANRES BS, kgt E iKg, mLANGES ML, lepm(hY
5 24 1/min) -+ E%({X 3§ 30 %) + 60 = Bq, pHANE S PHELP", H pylori ANAES FIHP, T1/2A8 S fitl/28K TL, Vmax
AfeVmax, uANE NS, THRMEISN ST, HRMER R, WY ErhRr T 284 S5 4, ARG )E.
EFl ASFP. U ST B (Helicobacter pylori, H.pylori), Ilex pubescens Hook, et Arn.var.glaber Chang(fir 44 #
DRIREER); HRK, — S8 S 4555 (A S, $ % imean, FrUEZESD, FEGE, A S FIMERP, AH0C R ), 102
LR IR I TC R BERHE R BLRES (W, O, P, S, d, I)illn-(normal, IF), N-(nitrogen, %), o-(ortho, 4F),
O-(oxygen, 44, 2 HAEF), d-(dextro, 47 JiE), p-(para, %), %l Uln-butyl acetate(Hii 7 1E ] Fi), N-methylacetanilide(N-
FEL 2B 1), o-cresol(ZB ), 3-O-methyl-adrenaline(3-O-F 3% I ), d-amphetamine(4 i 4 4 Ji%),
I-dopa(/E g% ), p-aminosalicylic acid(X} 2 FE/KMIR). h 1 7 K 4i Sin vitro, in vivo, in situ; 1bid, et al, po, vs;
SRS BRI ELR, Wm (), VUIRRY), FOD), p(s7), W), v(ERL), QGAR), E(HRIZHIE), S(if
F), e8], 2(BRE PE, kat), d(BE QIR EE, C), DORIEE, Gy), A GBS TERGEE, Bq), p(& B, ARG, g/L), c(K
%, mol/L), (A4 4, mL/L), w(liE 741, mg/g), bR FIRIKRE, mol/g), I(KJE), b(% %), h(FRE), dJE ),
RCEAR), D(EAR), Thaxs Crnas VA, Ty CISE. FERFF 538 % /NG RUE, Ulras, c-mye; T PP K S 1EAE, W16
HA.
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