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Liver injury induced by lipopolysaccharide is
mediated by TNFR-1 but not by TNFR-2 or Fas in
mice
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A XEE Liver injury induced by lipopolysaccharide is mediated by TNFR-1 but
not by TNFR-2 or Fas in mice
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T v F b+ v UfiEidEE L Tlipopolysaccharide (LPS) &k » FE S, tumor necrosis factor (TNF)-
aBEDRE A M HA vENLTHET £ b — v 2E2ERT S, COTREF—YZAMWTNF-a d L< dFas
ligand (FasL) BUIhTHEIhE0h, ThESWMEELELTIOPRIAHATH 5, £ /L TNF-ad v 7 F v
{ZE L —H%ICTNF receptor-1 (TNFR-1) 219 3 b D &AM SNTE DS, HE, concanavalin AFFEE €
FMCBIT BIHEIED 7 R+ — ¥ 21243, TNF receptor-2 (TNFR-2) ic &k 3 ¥ 7'+ WEMNBEG LTV 5 &
HEhTwa,

Ala], A ILPSICL DXL SN AFMET R b — Y ZM, TNF-aDAICL>TELTVWEDNE S,
& 5IZTNF receptor-1 knockout (TNFR-1 KO) =% 2 &TNF receptor-2 knockout (TNFR-2 KO) =7 X
2HAVT, &5 5DOTNF receptor (TNFR) MBS L TWw 3 »m&RRET L 7.

Ak

1) TV FF+v YARETOFEELRERT 57201, wild type (WT)= 2 X, TNFR-1 KO =¥ X, TNFR-
2 KO =9 2icLPS%#10ug, 20ug, 50ug, 100ug/bodyBEENES L, MEALTHEM OERHIZILE T
BB R L 1o

(2) LPS#5#% OFFMIlE 7 # b — ¥ 2 2589 5 72%, TUNEL (terminal deoxynucleotidyl transferase nick
end-labeling) ATV, EBUEHIREERET L 1o

(3) LPS# 5% 0MiEY A + # 14 ~ (TNF-a, interleukin(IL)-6, IL-10, interferon(IFN)-7) BB & FFAH#k+
DOTNF- a R 2 ELISABIC TRIE L 72,

(4) FFEM P TOmMRNASEIE % RNase protection assayT, F7c¥ v/°7 RHAEWestern blotiE THRET L 720

(5) TNFRTRICHEAET 37 £ + — ¥ RBI#SFOmRNAD FEHE A RNase protection assay THRET L 72,

HE

(1) MEALTIEHIEWT <9 2, TNFR-2 KO= v 2 TLPSH5 % 3 Biffl % £ — 7 icBkEM I ER L 7o,
TNFR-1 KO® 9 X CREER LRA2ZHH -1 (P<0.05), FOMEFENFRETIEIWTvY 2, TNFR-2
KO=w xic ) v/ BRiZH & spotty 7S FFMIEIEE 229 7243, TNFR-1 KO< ¥ X Tidminimal change® 4
ThHoteo TH-WT=w X, TNFR-1 KO®¥ Z, TNFR-2 KO7 9 Zi3WFhbRT LM -7,

(2) TUNEL#MMEIZWT = 2, TNFR-2 KO < v 2 TLPSEG 1B:[% MLk, 3~oEfice— 7
DHI8%ICFE L 2o —F, TNFR-1 KO =9 2 TidbEhLhrR SN -1 (P<0.05)

(3) 3T RTO= Y R CMFTNF-a F1EE%IcE — 27 2R L, 2BFMHBICERILL 72, IL-613LPSEK5#%
05 TR, 4BETE—2It@E L, IL-I0RTNTOTY R TIEEice—27 202, Z0%EDL
7zo IFN-7 @WT= 2 Z £ TNFR-2 KO < v X Cl33~o8fi & T LH %%}, TNFR-1 KO < X CTi33KF
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lic—@BHD e — 7 202 7o, FHFHBPTNF-a 3, $XTO~y ATIEMIcE— 2 20 % 5 BR%Ic
BIEFE L L7 2o, BEMEY 1 b4 v, FHEBNTNF- a OERHE(IZ>VWT, WTvY 2,
TNFR-2 KO =2 2, TNFR-1 KO =Y RDOIcHERELTDELD - 1o

(4) R TNFR-1 mRNA RLPSES %3 TWT < X ETNFR-2 KO v 9 2 COAFE s, TNFR-1
KO =9 R2TRA&SNEP -7, 3BT XTDOY Y X TFas mRNASFEE XN, FasLOFEIZIA S
NI - 1o PR Fas, FasL®Western blot & Bl EOEERE AT L 72,

(6) WT'=o X ETNFR-2 KO= v X TIILPSI 5 #%3-5B R O bcl-X D FEH A A S 24, TNFR-1 KO=w 2T
IAHoNEBhot,

EE S

TNFR-1iddeath domain (TRADD) %% L, caspase®iG#ft, 7H b — v RicE3H, —F4, TNFR-2i2
Z D& sdeath domainZHr/z 15\, XHEHICTNFR-1& TNFR-2i33£ic TRAF2 (TNFR-associating factor-
2) #5888 % &5, NIK (NF- & B-inducing kinase) &proinflammatory signaling pathway® % ic o 75
Bo LED>TTH =Y ZDOFHITIITNFR-1Y 7'+ VHAEBAL A Kb 35—, RIEBRICIIEH OTNFZAK
WEGL TV S, L LANSEEOHETIE, TNFR-2GEMBO TR b — v RISV 7 F VEEL T ENT
EHTLMD, KDBEME YT F NS - UBRESNTV S, $4bEBEE@EWTNF- a STNFR-2Dligand,
S UETNF- a PTNFR-1Dligand Tdh % 43, BEE @M TNF- a #3D-galactosamine/LPS%, concanavalin AiZ
L BFEEETFVTONMET &+ — v 2 « BRI EELREARL T EBRESN TV, HADT VR
*F v vMIEEERAWVWAER TR, WT, TNFR-1 KO, TNFR-2 KO= v XTI/, FFTNF-a »EHOEEE% &
Licicd b bd, WIwv R, TNFR-2 KO =7 20& AT £ b — v 28R 501,

COTEPSLPSITL AFFHRAT £ b — ¥ RIETNFR-12 M T B3TNF-a Y 7 F Vit L 36D EEZ S,
LHLPSICL 37K b — YR 3Fas®2NT 5 LL OMBETHE I N TV S, KK TIEFas mRNAIZ 3 B
DY ZAVTNOFBTHLPSHEG®ERIC LR L2, FasLizVWTFheFBINEh ot Dk Az v
F b+ v VAREE SV TOFMIET £ b — Y 2ic> W TIidFas-FasLy 2 7 4 @5 L TV WL I EAREB X A
7o

B

LPSIic X B THHka 7 & b — Y RIZTNFR-1%2 M4 L e D WEITNF-a ¥ 7+ VOREREL 3, K€ F L TFas®
TNFR-2IFEZCEERBEEZR-ZLTVEY, TV F b+ vMETTINF-aid, TNFR-1Z243 3~ 7+
WRZIC X D B E RS2 HET 3,

RMXBEORROES

HiEE FEKEER, LPSICL 3 F#IET £ b — & RIETNFR-1%2 /7 L 0 BITNF-a & 7+ VOFERA L
5lE%, /oyl TO RO RERAVAEERICIOMSHIC LI, &5, Fas mRNARSEHO <= 2 Wdh
OB T OLPSES®EIRIC ER L, FasLRWEFhbBEI N -EEER LI, T v Fr+v v
JETTNF-a 3, TNFR-1ZN9 5% ¥ 7+ UEIC X O FEEOF I F B8 2 %iEd 5 2 & 20 L,
AHEORRRE, HILBRE, FRFEOESICDLELOTRET LD LB B,

(R
Liver injury induced by lipopolysaccharide is mediated by TNFR-1 but not by TNFR-2 or Fas in
mice
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