The inflammatory pathway in gastrointestinal
tumorigenesis
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The inflammatory pathway in gastrointestinal tumorigenesis
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#11504E 717 |2 Rudolf Virchowld, [EH#5AILZI12% < A1l
HKAFELTBY, [HPADRERREICRRTS], &
V) BEAIRIE L7, BUEE TL, EENEE 0 15-20%057
PR 2 BRGE IR L TREL TWAH EEX LTV A,
2 1E, HHETIZHelicobactor pylori, I Tidhepatitis
B and C virus, % i# Cldhuman papillpma virus? /&
P ERAICME T2 EFHehTw5 (J). —F4
T, TXTOFOH30%BLMHAERTH Y, #H20%%
M AT 5 L T b b 2 hTw b, ok ONfseH
T, W& R ORI AS, fili R FFE T O S AE B a5
DO ENRICLELZEIRENTEY, FRHEEREE
FRETLARMAIEZONTVS. TREDFRELS,
4 TIE, FIERUEAY, “hallmarks of cancer” ® & D
DIHEL LTEZLNT WA,

INFTTOEEWENS, AT O A FHLERE
(non-steroidal anti-inflammatory drugs : NSAIDs) # % Hl
LTwa NEIE, HILEROBIERND 2w I LA
N7z, NSAIDslZ, 7OAY V5V v QkBE#ED Y
ratF ot —+ (COX)-1:COX2%HETAE. Zh
I CTOMIEREEDNS, COX2DOTH THEASNSL TOA
¥ 75 VE, (PGEy) P IEHFHAEICKE LRELRLT
WEHEFEZLENTWA, —, #IEWUTA MH A U,
M ISR SN ARUNREETHRIAL, 2089 &¥
A bHA L7 FNE TFTHROESERTZEE L, %85
AZHE L TWA I EDFHEENTWA, TNHOPT
b, IEHHEEH T (tumor necrosis factor (TNF)-a) & %
DO TR TIHEM LT ANF-4kB, 41 ¥ % —04 % ()6
ZO T OStat3id, Jedi (2HE L 7z B 55 4
EELEHE R LTS, 85612, NF-¢BiE, COX-2,
IL-6, TNF-a DFEHEZFLELTEN, ThooL 7N
DOTEPEAL DS OB O JIE R v P T — 7 ML

RS 5 |

T # : Helicobactor pylori

FFRAE : hepatitis B and C virus (HBV,HCV)
FEFHE: human papillomna virus (HPV)

BEff - Sohistosoma

HCAT#EE S 1l :human T-lymphotrophic virus
(HTLV-1)
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H20%8D WA EEERIGENMRT A XN TV, TDF
i, W, IF, FEBEEG YLD,

T

TWAEEZLNTWA., ZORHITIE, ThEDRE
T FNAHLEEREICEDL ) Ilb o TWwAD
MIZOWT, FADITh>TELTTAETLE W
WHIEAE R 2 I EEET 5.
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AL MRS 4 2 BV 2 BIECOZEFICOWT, w
COPDERENAT T AETVAIEICHV ST
B ApcATIow Y Ak ApcMing v ALk, FNENApHIE
Foa F716%H £ 8507 H I~ 7 10 TH A& ILE
BAEA SN TWAD, THNEDTYAT, bH)—HD
E#HApeET-HLOH % & CRIE$ % £ Wnt/ 2 -catenin >
FFAREEEL, FhCREM L THBESEIZRY -7
DHHET D (M2). b M RBREOMB%T, Apcll{ETO
LR EODoTEY, TNPACIE pcateninz 7 — F
T AHCIb LRIETFOERNEOhoTnE, EELD%
B4, Wnt/ g-catenin 7 F W ASEE(L T 5.

—%, EARAEL s O— YRR G, SIEEX
4 (IBDs) 13, KIGHE#IEIET B ) A Z DI EHH
BRTWA, IBDIZHMES A KT, SRS
HLTBY, #EIES TER S NSNS IEE 5
FICEETH L, ALFERIEWHOAOMOILER:, DSS
ERETAHEIET, v AOMKBBICIZEE,HEET S
Jl%dE, colitis-associated colon cancer (CAC) #%HET
5. AOMALERIZ X ) Cinnb 1B 5T EENPAZ I LI
kT, Wnt/ g-catenin> 7 FILOFHEILABI D, £
NANEERED A = —Ya v kb, —F, DSSH
HlE, v A0KBICEEEES KEEZF I ERIL, 2
NAEERED TOE— 3 YI/EHT 5. Zhb Dk
BA5, AOM/DSSEF L, 15 CACDRSE, Fi:
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IBDD L RET A KBECETVEME LTRAXINRT
WBY ([X2). V) Y EROKRIE LT Rag2-/-~< 7 AL, Kb
DRI L BHIEITT LT, BRZEIEH I L HRES R
T b, Rag2-/-< 7 ADFERZ Helicobactor hepaticusx
BRIHLE, TOTTR, BB TCACY RET 5.
ZDEFVYAT LD FERICIBDICEE L72-CACHET
LVELTEbRTNS

B #E D #30-50%TWnt/ 2 -catenin ¥ 7 F v D iEHAL AT
BOLNTNE, Z0Z i, BED, HAEHEODLD
i, Wt 7 VP BEREORRETH A TEERERL
Twh. —J%, Helicobactor pyloriD B4k, BROEE
L) A 7 T 77 ¥ —"Tad»Y, Helicobactor pylorii& T
ZHBRTE, COX20RBANIFREIHEML Vw5,
7z, COX-205H ER X, Helicobactor pyloriDREIC X
S>THPTD. UEOHRELZITT, MAIIhFETIZ
BAE LM CWntlBEF 2 BHT 5KI9-Watl + 5
YAV rzZyrwwvRE, AU BHMELEMBET
COX-2t mPGES-10M A % HIY 5K19-C2mE+ 7~ R
Vrxz s ARER L. #hEh, K19-Wntli,
Wit 7 F IV oiEEAL%E, KI19-C2mEi%, Helicobactor
PyroriDBEEFHBL TWwh, ZALDZO2DFF /X
V2wl AEXREL, KI9-C2mE/K19-Wntl <™
A (Gank <7 R) %1EB L7z, Gan< 7 ADBFE LE
Tk, e FrOBEBDO LS, Wntd 7+ L & COX-2/
PGE; pathwayD W D ¥ 7 F VHiEHAL L Tw5b. L
1eHoTGan~ 7 AL, REREHEELRBIET A<D
AETNWEMNBITAEILINTE S (X2).

HILEERIC H 1T 5 COX-2/PGE/EP2 pathway
Familial adenomatous polyposis (FAP) ® B &
NSAIDs%* fRA§ 5 &, KEBERY —TEBIBLTEZ L
WEHE SNz, S5, LEREBHIC L - TRBICES
TRAESEIEMETNEMHEH LI-ERS S, NSAIDs
DMBEPKGFARELZIH TS I LPFRE SN,
NSAIDsDEMEFid, RERICCEE CEERZE D
HbLIhTwb, FEHDCOX-2&, housekeepingid
G, EENICREIED L NECOX1TH S (3).
FEERZ LD, Apcs™6k ApcMin<e 7 A TCOX2% a— F

PSERVE
; t PGG, l COX-2
ERNRE ', - FgRIsaE
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EERE ME Dk
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[3. 79FX FoBEH RS — K

T FUBEREHE LT, COX1, COX2B7ORY 509
“He (PGHy) %44 ¥ 5. PGH:iE, cPGESE 72i2mPGES-1i2
L DPGEANEEHRENE. RIEBLUHPARETIE, FERD
COX2: mPGES- 1R BN FH X N TPGENEET 5.

T AHPigs2BIEF o RIBEEDE, BERENFTELLH
flIniy, ZoZhs, COX2BBERY — 75iE
ICEELREZH->TWAEI b o, BEIRIENT
&1z, COX-1% a2— F¥ BPigsliE{nF%, Ape/ v 77
TV ATRBEETD, AL LHICR) — TN
BALES, ZoZ ku,amzwﬂﬁﬁﬁ%énam
DR = THEDHOBERKC, COX-IERIEKELL TS
HAY TP UREETHATREENREINE., 7
AZ 75 rI i, 15-PGDHTHRE S N TARFE ML =
h%. 15PGDH% I — N9 % HpgdB{5F % ApcHin< vy R
TRIBEED L, BEICRETEZ R —TOHEIKEL
WML, &5, P2k BRB LY A2, LF
RRA T UET S LEERENEMLE. Thbol &
3, PGEFBEREICEEREHERL-LCnBHI L
EFARBELTWS
amzmefAménéfnxyfﬁyyy PGE;
IO DZERYEH Y, FNFNEP1, EP2, EP3,
EMT%%.b®¢f,Em%:—b#5Hm&ﬁM%%
RIGEET-Apcd™67 Y AT RY — FRIEHSFEZE I
flahs., —H5T, EPILEP3# RIBEHTHHEYY —F
RIEICELIEA SN ol 72, EPR2LET Y —%
A L7=PGE, ¥ 75 V%5, p-catenin® ') ¥ L% %I
A Z LT L o TKIBBMILOWt/ B-catenin 7+ NV %
BEEFEELTZ L IFESNL. ZNOOERYLS,
COX-2/PGE, pathwayid, ##4 % PGE &% &L T, 5
BEOBBREICHS L T AW REMITRE N,
Microsomal PGE synthase-1 (nPGES-1) X, PGH,%
PGE - Z#¥ 5B #E T, mPGES-1iZCOX-2+ F#IC B
ER KGR CRAFFE IR TS, mPGES-1% 0—
K9 % PigesBIEF % RIB S E-Apet < ™ AR AOMTE
B2 AT, YELbBEOPGEEIKTL, EE
EERFEEICRIL L. ThbnZl s, COX2&
mPGES-1OR S DFEBLIZ, PGEY Y+ V52 5%#E 32 2
EIZE D, BEEHICES L TWwA I LHIREI NI,
BEIIBV T, H70%DRESTCOX25I D Hs
BEINTWwE, 72, mPGES1DREM FF b L x
NTWwbZLlis, COX2/PCGEMRBAEHMEEICDE
BETHATENRBEENTVS., KIGC2ZmEN S VAT
T2y IRUATIE, BHEOPGE.EDHINIC L b £
ERIGDB Y, HEOLAE L BRI RET . —F,
KI19-Wantl b5 VAV 22w < ATiE, BHET
Wntd 77 VSEHIL T 555, FREZTTIRBIFTAR
EORETEET Y, BERECEES RV, EER
Z &, Gan< v A (KI9-C2mE~ 9 A L K19-Wnt1<
YAERBRL T2 HE~ Y R) X, 100%DOHET
CEETRESTA?. ZOBEEE, COX2MBEES
EPAHEEDH S THH A SN L., LT,
COX-2/PGE,/EPA% N L= RIERICH B HFAREIZED
STWAIENHELMER 572,

COX-21l&k > TRIET 3 HILEREEICH T 5 Toll-like
receptor (TLR)/MyD88 pathway
RTADBER) - TR NRKBOR) — SHET
D, COX-2°°mPGES1ND I, £iZ LMl TId% <,
YU T 7 - UVRHRMEFMBTROLONS. LRb],



Smad4, CAdx2DEZ/EZFD/ v 277 b ATH,
HILZECABEROEERESROOLNE., ZOEE
HEEX, Apc/ v 77 by ATRET ARENH R
V=7 LEBRL2BL0THE. TNOSOBHBEETY,
COX-2: mPGES-1DR ), tEMBTEAZLLBEED
HMETRDONE., L -7, BEOERICHERE
{, COX-2/PGE#KRIIEEOHEMB CHFEINE Z
EDHOE N E Lo T

hETOHELPS, BEHREOEERICEAEOR
BHEATEE L TWwWaAZ AR EN TS, Tolllike
receptors (TLRs) i, pattern-recognition receptor® 7 7
3 =T, MEYIEETLLTFEROT 5. MyD8S
iE, TLRIZE - CTHE SN B LFEWY 1 MV A4 VEE
VERT T —5FTdb. TLR2/4PMyD88% o —
N9 5 Tir2/4° Myd88BIET 2 KIES ¥ 5 &, DSSIZ &
S THEREINZHBEBREOHRBEREISKTI S
EVHESINSY, T ik, TLR/MyD88% /L7
BRI Y 7D, BoviHE0FEDBRTE
BETHHIEFRLTWVS, &5i2, MEO~IT77
— UHDSSHEETHE SN BEOMBEEICLELR D
EHFHESIN TS, INHEDT EH 5, TLR/MyDS8Y
FFLVNEEDT 07 7 — U TERLENT WA
BHREZONS. Lizd > THLEEERAERE T,
TLR/MyDSSIZAKFF L - MBHE S A F L 0FHEIC &
n, DAMBHEESREL TV LIERLEL LN,
<y AIIDSSEMET B L, KEEB I LIoKBEE
KEELTWwWAEYZ 077 — I TCOX2RFIFFE X
L, PGEDNEEENL. LA, ZTORJFEIL,
TLR/MyDS8S#EH % KB L 72w 7 A TIREAD SNV,
ZDZEHhL, KBEETRESFEOBZ 5C0X-23,
EROREICEELRRE 2 I > TWwB EELILNS.
AOM/DSSHLEETREET 5 KEgHEIL, Tird/ v 7 77 b
RYAT, FRICBENFIRlaNL, 512, BHRE
DR, BEHBEEMR TTLR4Z RIB LY XL, %
EREWICAKBELRE L. ChH0ERE>S, b
MR o3 5 S B e i 8 A" TLR/MyD88 Y 7+ L % #l
BL, THICk-THED~Y 727 7 —Ua5EHALL,
FORERE LT, BEEME TCOX-2/PGEARIEATHE §
hEZ LN
ApcBEFEE~ TV AORBETHE, KBEXLTREYT
IZpolypx* HE4E$ 5. 2%, IBDEHEDEE & LT,
BREBEABETOCOX20HIA =X 11d, AOM/DSS
EFNEEERDL. LIL, ApcMnMyd88-/-< 7 i,
Apcinlyd88+/+ & B LT, BBERY — FHRENE L L
WA L7229, T/, ApcM*Myd88-/-< 7 ATHIE L7-R
N —7Tid, COX20ERFHEFIFI STV, B
BETHWF AT AERIZLY, LEMRTO
MyD88ZEIRAS, R — TRIEICEETH D I L HE S
n. ThoogERM2S, IBDICES L 2WKBRICE
WwWTh, EEMICEITATLR/MyDS8 %L T
COX2DREBNFEINL ZENEENFEEZ LN
ORI, BREFBICER L 2-COX2R B EEE
BEWCEEFE LY 5L, BTRBZFICHTHERICWS
Wi, COX2ERP T icFEE I N4 \nwiT
BetEASE 2 Stz L7255 T, Helicobactor pylorifi:
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WEBOBRMBEDEEL AN ALDIDE LT,
TLR/MyD88% 7+ V& A~ L7-COX2DFEEH, EET
brhrEZOLNIL.

TLROWE & LT, ARED) F > F, #lzifheat
shock protein®extracellular matrix% & D%k 4 7 £ 5
RENTALIEFMONTWS, EEMBEOEREIEH
DA HIETH 0T, #RICE YTLROAREE DY) #
VIFOPHRBESNDTERIEZONL. ORI
FHPTLRZE®HALL, 2Thd, 7207 7—IJTOD
COX2RBA#FEFT LA N ALDIDEEZLNS,
Z® & 9 7% “cancer-induced inflammation” O# z Fid,
BROAE 1B L WIB I BT 2 RIEHRVNRIB O AR
BO1OTIEZVWHLEZRILOH TV,

BEDSRETZEIISVTOCOX-20 “paradox”
EROBKIZCOX2FEHZ AET 5 &, HILEEEEK
FBEEICHHI SN A, Lo L, DSSHLEIC L 5 KIGHE
DML, COX2%ETAHI L TLVBEILT S, T/,
COX2BEF /v 27 b= AIIDSS%MET % &,
BRI A L) L RIENEEICE Y, ERFE/LL 2.
PGE:DEEZZRE D122, HILEHBEDRE? D 5.
COEE 2 COX2MHEHIEN$ 52 &12L T, DSS
MBL vy AOHBBEIHEINLLELOLNE.
T/, COX2/ v 77w b7 ZA%AOM/DSSTHMLHE§
e, REKICKEEL Y, FER Y XL ) LE
BROSEZCEML. Zidpe/ v 7T T PRTA
T, COX-2#EFERIET 5 EABICR) — THIH
Pyrzel, —EWNEw. EEZIBDORFEE,
COX-2/PGE R =T 5L, SHIIRKEFEEILL
D, B4 M HA I TFVOIERIEL kDD,
PGE:» % { THEBERICEFNTTHTH S, Lw
IMEELERILNS.

HILEBEEFRRKICH I B2TNF-a /NF-kBY F ViR

TNF-a &, #ERILDkeys 250 FD12TH 5.
TNFit, % & % & “tumor-necrotizing factor” (EHIEL
HF) L LTHEESNS. LaL, ThETOWEER
6, TNF-o i3 EESEAZRESELIETFE LTOH
EARENT WS, TNF-a lENF-«B%iEH{L L, NF-«B
BFOTHTRECHEE T 52 RTFCOX-2, 1L-6, IL-8%
LCTINF-a DREBAFET L. W OPDETIVEY
EAE o 72 S, TNF-o /NFeBRESHEERE LIFE
KDL TWBE I EDITRENT VS,

IKKp % a0— F¥ 5Ikbkbh BRI CI > 74 ¥ aF
Mz v 779 b LT, NFeBEERBYICHIE L 2558,
AOM/DSSHLE - & 5 EHERFEALIIH N $/o,
TNF- ¢ SHEBED /v 27 7y b7 A %Mo T,
AOM/DSSILEE %4774 9 &, HKAESUCSEN & T EE
BESBL L. INF-aZB5ED/ v 27T TR
HAR Y AOFHEBET AL, TOXTATYH
AOM/DSSAH TREER LM SN, T DR
5, BEHEEMILTOTNF-o fl#s, BEREIZE
BETHLIEFRENT.

CCL2E- 219 % ZHRRCCR2% O — F ¥ B Cor 25T %
RIBEET-~ 7 AIZAOM/DSSILE %4742 5 &, w70
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T7r—VEEFrUE SR, BEREBLRI L.
CCL2iZ, HEkPwru77—J0&{HICELLFE
HAVTHL, TOFERE, = o545 5
£ 202k, TNF-ad<zra 77—V aiEmbsd,
FNIZ L ANFeBOEHAL B EEEEROERICEE
THHIL%RLTWES, TNF-a Dfifs%Apc/ v 7 7
v hww AIlHK S L, TNF-a 28+ 5 &, BEDOEK
) — IREEIGI SN 2% ), TNF-o/NF-«BDiF
HAkiE, IBDHROKBEEZIT TR, BESIIRET
LRBETHEELRREZE->TnEHLEILND,
BIEEREIZBITLTNF-o /NFeBEBROEZEIZOW
T, GanV I AxF ol FEERIIT BT o T,
L% L, TNF-a BIZF2RELKIQ-C2ZmE<X 7 X %
VESL L4 R, Tuf+/+KI19-C2mE~ 7 A L B L T,
Tnf-/-K19-C2mE< 7 AL, COX-2/PGE#ZM DRI
BHELTBIoTWAIIHEDLLT, BHEORELE
ERBENHEELD, Z0OEEDPD, PGEICHRL
728 £ TiEMAL L2 TNF-a /NF BRI, KERFH
BEBARECES LTV A TEESESEZ b,

HILEEEIC $5 1 B1L-6/gp130/Stat3 pathway DR S
NFxkBCTHEXINLH A P4 > 0PIZIL-6HH 5.
IL6i3, RIERIS, MBEOELE, MEE, WHEECEE
THLIEPWREINTVE, KBEZELIARE, b
LVIERPAEFINTY ADEEMALLME T, IL60
RBREF LR L TWBE I EPFREIN TS, 11613,
L11% & OEFEZBERTH 2gpl0F N LT 7N
FHIBAANEZ, I L b Stat3dsE#E LT 5. Stat3
BREKFEWGEORBEICES L TwAZ EBRESH
Twa, #HlZiE, AOM/DSSTREET 5 KIEFHEKEAH
ADEREIL, B R TOStat3RIL-6 85+ D/RIE
THHI SN, Thoovwy XTI, BEMBOERF
LHFEIH STz, —%, gpl30% /T 5Stat>
7 F N EEFREICERL LTy 5gpl130FFv v XTI,
AOM/DSSTHEE SN L KBBOBESIH SN, &
NS OERIE, FEMETOSat3DEEL, BEEE
BELIBVWTEELRKEEZR/-TILERELTWS,
INEFTIT, gpl30f ey Rk, AEMBEEELED
BRETBETAILHREINTVRAD, 52, 20
gpl30¥/F7 7 A CStat3ffZ % N7 O CRIBEED L &
EMORE;FES L, BEOBEFHHI &N oh
LOFRRIE, Stat3id FHFAREICLEETH D, 55
2, BEOKESM/MNRED A v b7 — 7 EHICED
2 TW5H Z L AR S N7, Transforming growth factor
(@TGF)-p ¥ 7+ vix, LEMBEOSLOMREICES LT
Wi, Z07®, TGF-gDY 7 FIVEERT LI LT,
HEEEEOREIREINEG LEZLNTWS,
gp130F/FHHRE O Stat3 D IE AL I HIHI ¥ D Smad7 % FE
L, TGF-p ¥ 2 EE UL ET I €5, i,
Stat3P EEREICEH L A =X AD1D TR vk L E
Zbha, ILLL, L6 A ML T773Y—DAY
N=D1DTHY, IL11bgpl30E ALy 7/ F IV aiz
ET A, BEREWT L2, gpl30¥Fwy X CIL11EETF
TRIBESEL L, BEERESHH S, L1111,
b, BLATTAEPARBETEOREED LANFED

LB eH,bHb, IL11/Stat3REE b IL-6/Stat3#E K & F
BICESRAECRETHIERL L/ TV EEZLND.

R IEE (B, H5VIEIEIcE<

KIEWF A VAL DRTORS ISy IR EET S
T, EERERECREY LSO 7T
HbH. FEEWHE~27T7 77— (Tumor-associated
macrophage: TAM) {2, EEOREE, L TERICHES
LTWaILEPHEIhTWS, TAMI, £E, B8,
MEHE, EBREOIFANOHES, HBHIZL-THES
nas, wr7ua 77—, classical M1E & L Of
altlmativeM2E 12 53 X N T 525, HAIZEBET 5TAM
1%, M23 5 wWiiM2likeBITHh 5 L BESIN TS (H4).
HAIBIZBWT, CD4 TeellAs~7 1 77— 2 M2EIZ
FILEELDIHVEH L TWAB Z EPFFEEN TS,
7z, B TldApcMn< v A DR EE TlECOX-2A5TAM *
M2BRINGILE TV L Z P HEE Nz, Zhonl
L5, COX2/PGE;Y 7+ Wik, #EMM/IEREICS
WTw a7y — VR EERECE M2 5V IIM2-
likelZFLEELDIEETII GV EEZLNSE, B
BRI LI, ApctTitT Ak wru 7y —VOEE %
KIBT Hop/op T I AL DXEERY T o 12/EE, K
= TOREFEREICHR SN, 512, CCL2EARE
F/ v 7T v AIZAOM/DSSHLE 2§56 L, v 7
077 — VEE SN, FRICKEAREIIH
ENf. THHLOERMS, 7077 —VIZIBDICH
BLABEORESZ T T, HEMOKBEREIZD
e LTns LIRS, Gan<y ADBEET
2, v 707y —VrBA EEL L, LEMBOEREE
b MEMBEOMBESFE SN, bl b
b, vr7u77—Vi%, LEMAREEERROMEE DM
BILEELEEVHLLEZ LN,

Apcrit< vy ADBEEE TIX, BFE#HESK) -7
HIZBELTYT, ThoAINF-a 2 %HT5H 2 A8
MEINTVE, Apcrs~ry X2, IBMmAA % KIET
LEKtERTIADNLEMBMT 5 &, HEIITNF-«
DRBESETL, ) —THEIME ENA, 202
L, BEMINREDORERY 2T, vra7y
—, IBHHBONELOBEETHDLILERLTVS,
—~H T, Apci¥8< 7y R\ZRag2-/-< 7 Ad b BB
LTHR)—=TERIIEEZIBI S Gz, ZOKE
i&, K19-C2mE< ™7 A TRag2-/-% RIBEETLHENE

M B0 r—-Y

M2 BIvoOODP—Y

4., EFERICBIIb <077 - I kDT Y R,
MiRElw s 07 7 - IHFRYPERIC L VHEEHICERT 20K
LT, MBI/ 07 7 — D3 MBS E BN FEE S &I
LD REFARE (EEN) IEET 5. PAHEETIE, v /oo
T 7 =50 8T ANMBBIIENT VB EEZLND.



BBk ool b E—HLTWS.,
NHORRIE, BEEEOLEEET, JEtsy b7
— 7 OFEEIZ) BRI E LW EERLTWA. L
AL, Z#ETIZCD4*CD25 Ml TAHI N % ApeMin| 2 2
9 5 L IEEOBFELFHE S, B R — TS
AIEICEDT A2 Ed sz, &6, ZokyhE
) =TI OwAZ, A0/ v 777 b< A HERILL
7ol TR % A L 7S EBRTidRo s o 7.
Helicobactor hepaticus &4 S 72 Rag2-/-~< 7 A1
CD4*CD25* THllfa % B hli 3 5 &, WA o iy <2 NE 5 12
Al sns, LaL, IL102 v 272 b2 AL
SERILL 72CD4 " CD25 THilfg = #Hi L T%, AOM/DSS
PEEAZ L BRI g o7, IL-101,
FAEFN N CAER T 594 b AA v ThH D, X
2T, IL-10% 533 2 HlEHETHE S KIEEA v b7
— 7D EIRST A Z LI T, FEBIEM & i
LTwaIhmans, £/, CD25*Foxp3*T cellld,
ApcMinz 3 AR — FIZRBELTWAS, Zh b ol
£, IL10F ML T nds, b ICIL17T2EL L
TWwah, B —T7HATIE, JUEmEEo BT
(Foxp3*, IL-10%, IL-177) 4%, e MRl i v THl
(Foxp3*, IL-10-, IL-17%) 22k L TWwW A RelEAE 2
Bz, EEIZ, ApeMinw A TIL17a MIZF- 2 IR S
HhHE, BIEWRTA PAA oS LK) — T
flahas, o kid, THREEET AIL1THEE D
A —THRIIEETHAILEEZRLTWVA.
i B

NEBRAE I BT B IHEME R v b T — 2 OBk E, F0O
O REPEIZ D TSR, BE Ok li s
fathskenAEED > Fid, FE#BOTLRZ ML T
MyD88% {fith{b+ 5. L Hz#MlfEHTLR/MyD88#Ei D ik
PAbix, TNF-« /NFeBY 7+ V&4 L THIEMET

tumer epithetial cells

/E'/E’ bacterial infection
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