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Role of Epiregulin on Lipopolysaccharide-Induced Hepatocarcinogenesis as a
Mediator via EGFR Signaling in the Cancer Microenvironment
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BERDTSLIEEEROMBEODERERTHD)REHE (Lipopolysaccharide: LPS) [ FFHHRE
& (HCC) DETERETIEZELRF THAENBESINTLDD ., ZDORFEMAN_XLIEERT:
BRI TLVEL,

LPS FIEICKYBEHEALSNI-FFEMAZ (HSCs) oI d. LR BEEREF (EGF) I7I—A/\—D
—DTHAHIELST 2 (EREG) A, FHHIEEDETICEELATAI—2—THY., BEM/NREIZEIT
A HBREDETICEBT2EERATAI—4—TChAAREMEEZT-,

IRk (Huh?) ERFEMRRRR (LX-2) ileE EE LT YO REEBBEET ILE/ERLT.

LPS R E# LR EEIChHITATEIZEKD T, LPS AIFMAREIE KEFR T DRIZEITS EREC DERE]
FEASMICUT=, FFMREREIZEHF5 EREG DJBNIEBHSMIILIz, YO RETILIZEWLNT.LPS #E5(&
Xenograft BEENDYARXEZHE(CEASE EEMARICHITS EREC OFRBIZa  rO—/LBEEEHEEL
TLERL =, E5IZ,. (D34 RFELBEEA-PCR [CKDMEHFET—ND—DEGFEENS., BEEOMEHR
ENKYTTEL, 107—A4F2-8(IL-8) DFEBEAEMLT=,

Vitro MEERFR T. EGFR FIRDF L), Huh7 &KLY HepG2 ZERLT=, EGFR FIRMDE L\ Huh7 OH#H
BE5E, WiE - RMAED rEREG ICKYBEITRESNTI=—A T, EGFR EIHDZLLY HepG2 TlXIh oD
ERIEZESOHE Moz, FFEMAHE LX-2 (2 LPS R L =FED EREG 7 i FFEFEL =& A, LPS RH T
Mg 5T LEmRLIz, FFEMatk (LX-2) LM EMEKROXKEERICBETEH, LPS RIEIZEKY B
EBERIBLUOEERENEONT=, -, EREC O H A ESICTHRARETE XISz, S5I2mhE
HAERERFEFNSDE, Huh7 TIX EREG IZ&Y interleukin-8 EAEMNFEIZIEESN =M, HepG2 T
(FEBDHIEhoT=,

NoDOT—ah 5, EREG (SR HIRETE D BB HARIENE Lk - RBREE TTES B HZITTHL IL-8 &
NLEEEMEHRELZREET S Mediator THAIENTEIN., NARM/NBEICBEWTEELEEE
Bf-LTWAIEMNREESNT-,



