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Abstract

Therapeutic strategies for inflammatory bowel disease (IBD), particularly biological therapies, have
been developed recently. The pathogenesis of IBD is based on complicated cytokine-mediated signaling
pathways, which represent future drug targets. Recent data have shown that these pathways induce
intestinal T-cell activation, which is a central process in disease pathogenesis, via inflammatory
mediators. These inflammatory mediators, including cytokines such as tumor necrosis factor-a (TNF-
a) , interleukin (IL)-6, IL-12/IL-23, and IL-10, may play important roles in disease pathogenesis, and
therefore represent potential therapeutic targets. These strategies may lead to new therapeutic drugs
that are more effective and less toxic in IBD.
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B RI5 7% (ulcerative colitis: UC) %7 0 —
9% (Crohn's disease: CD) %1t & 3% 95
1 (nflammatory bowel disease: LT IBD)
u@ﬁ$%®@ﬁﬁ%ﬁﬁmgkﬁ%%f%

) AL IBD I3E R R ER 2 D &

F“k%ﬁﬁl@ﬁﬁﬁm Lo THRER
%ﬁbiU&Eaﬁ#%Liéﬁéf%%k%
25N T3, UC & CDHIBD #1t%E 7 5
RETH LA, WIhd ZopEimsitrEE
DEFIZKE BT 5720, WEORI:a
Y hE— VAR TH L. UC DL ITFE
ARIGZIRIF L, HLFA & it oo F g kbR
BIHEDSFARTH Y, FERIIIZI M - 72
TRV TH S, —, CDIILIHREMERAE
FREL, HLEDD SO BEMMIZTEL D
B, F77, FIEIGMUEREO ST, H
BOWIE L & B (TEILH LB MRS % Rk
L9 %, ZN50 IBD OfFR & LTid, ME<
ANV A L EQIRGNER T, BEER T, #HinH
T, RIEITK T DR RIE DA 7 & H3E 2
LNTWAED, WEZIZHL TR W,

IBD OJEEAH S TRz, F0iEEIX
THER L 72 ), BIBREATHA RR5-T 3/
1) FOVEREIH] 72 &N IBD RS L LCHER
SNTE LaLads, BICRIBEREAT
04 RORIZLBHREIE, %< D CDEEHDIA
oA FRAFED L IEPTEICBiT T 5 2 &
PRBEEHERABROE RN OHE 2L RD,
IBD B# 2L > TR RiGEHREEZ BT
%Y, F7-, CDEZONEFAEE QT S 27
W EDBHLNE LR S>TWABY, 20 k9) 7%k,
IBD |23 B EIB R E AT O A FORT457%%)
REHSCEWER D720, RITREATOA RIZ
MY RIED T A — R EFFRIIZHES 5 X

) IR ORSE, BRISHSR®O 5Tk
7z,

AR, BARGLE, JERHRIED IBD OFEEAND
MOPHOENER->TETBY, FEDRIE A
FA L= — %L L7 iEEDTREE 7o T
XT3, IBD DIREEICBWTIE, Bk

il

VAFAET 2 iR Sl ORG24 LAYE
FCH DO, 1) L NERT SRR A S 4
WENDRIEET A v h A Y EFEEL, (BFE
K& 3% 2 LHIBD OFFRERIEIC BV TRIRE
Thb. FERIZAHTIED 55, IBD BEO
EREIECIX T ) ¥/ SEROFRRAIIE A LA T
BY, ZoOiE#EEELTE 1) TV 2Bk
BICREG3 2UFEDT A N A v 7 F Vet
KR Y 7P IVRERESRIC & 0§ 2, 2)

T 1) ¥/ SERO KR A & HFEA~ ORI % 7
WL, BE~ORELIHT 5, 3) &K%, £
RO 2 SHEIE Mg 2 FIH LTl
RIEEHIET B, JEhEDNEZLNDL. A
T, FREERIGH, BRRBDSER L Tw5
NS TFREREEICOWT, Bk SBOBE
xR L7

(TNF-a)

IBD Tl b L7zv o207 7 — %) vo8
ERD 2 TR GEE A S A Y ERGWT B,
ZOHTH TNF-a 3 FERE#H e -3k
M SN T &7z TNF-a (3EEH & L TH
JafE - 12f74E L, TNF-a converting enzyme (2
LoTmrsn, WHEETNF-a &b, 2O
A TNF-a 2515 4% F 5, BEryMifa o
TNF receptor 1 (TNFR1) & % \»iZ TNF recep-
tor 2 (TNFRZ) CHEET A & THRE T SSE T
%P9 IBD BB O F B & O T TNF-
a TP EHA LT Z EidmL v sh
THY, IBD OFFEDOH.LAEE Z K72 L Tw»
LUREMED D V), IR & LT TNF-a
YR 2 38103 2 A HFE SN TE 2. D%
2T, infliximab, adalimumab, certolizumab 72
EOHLTNF-a & / 7 10— F )VHiEAS CD Dk
FILE L OPREIIET 2 2 LWLz
72519 30 TNF-a HUE ORI RS, 77 4% TNF-
a OFFIWER7Z1FTld7% £, TNF-a Fﬁiﬁ‘lﬂﬂ’@@
FNEE AP S 5 As &7 TNF-a (12469 5
Z Lo THIR AR GET A1EHIC fb Hiskd
. HFE, CDEHOMHFHZIKRDOT K b —
AHSFas V) Y FHERE LI ORI T, I b
YRUTHSDOF by a— A ciicpE) 7R

Tumor necrosis factor-a
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N — ¥ ZAFHEE E O Bax X Bak O AL
Lo THFESNLY, FEE, CDEZOIMFTY
PONERIZFTIE R, BB AR BT
3, infliximab 512X > TT ) Y /88kD 7R
N =Y ZAPHERR SN TV DY, 8612, Ihb
DTV »785kD 7 R b — 3 A% CD OFRRELGE
WCEHTHLZELRENTWVDE,

L TNF-a HRD 7 7> T b infliximab 25412
FRRISH S, IBD FRIROBICKE T L —2
AN=% 725 L, FDHE L OPUEEH (W
W 2534 FIH]) DSEIRICH S NG Z &2k -
72 (Table1). CD \Zx9 % infliximab DGR 7%
B L 424X ACCENT 1:35#, ACCENT
II 352 CHH S A& %2 - 7. ACCENT I :tEx T
1%, #5554 BEOEMEDSHEFRF T E 7200377
Y ARTE17%, 5mg/kg HERH G 43%, 10 mg/kg
MR 5B 53% T o 72, HIZ 10 A H O
FERYE#E (mucosal healing) 7377 1 R 0%,
5mg/kg & 10 mg/kg HEFFFG-HE % BF T 31%,
54 S S TIIRTED 7% T > 72 DI L TH
FA350% T - 72, Infliximab 12 & 5 ARERIH
HERAY 2 #7201 T £, SRV EREO
DA B 7253 2 L B TR LI
R TH 5. FMEPASHRIR % 57 L 72 ACCENT
I BRE Ti, 0, 2, 60 3 [0 5mg/kg
O infliximab Z#:5- L, 108 & 14 ADE: 2T
FEDT50% LLEBASE L TV 72 BB OEIE1E 69%

THolz. TERONEHER TIIATRETH > 72
SHBERIR A T REIC L 72 CRE LT L —2 A
V—t otz ZDO%, infliximab (& [ E &R
br% 521372 CD BEOMHHFELH CZ &b
L& %5725, 2008 4E12 D' Haens 5 23 HETH
IR 4 4E DI OTEE CD &% 52 & 1 6
PEHNHIF] & infliximab % $%5-9° % top-down J& ik
HELOERD AT 104 FIEHRI TR L 75k
L 723562 infliximab % $¢5-9° % step-up J&5EH
i C ORI R % LI L T 2%, K545, top-
down JEED T DSBS MERFR b BT &8
O E RS T,

CD 2%} 3 % adalimumab O E&PR AR,
CLASSIC-I" "CHffE AR A%, CLASSIC-II
& CHARM Trial¥ TEMHERFRIRATREN T
4. CLASSIC-I#ERY 12X 5 &, hEfE~EE
CD OEMEAIZIE, ¥IA 160mg, 2 HAf# 80
mg DRz T 57" adalimumab OEHEHETH D,
infliximab G IZBEH 5 37 adalimumab DA %)
EDSFRD HILTN 5L, ARFET O ERIREERDT D
N, BRIG5> TV B, HMEREE LT
@ adalimumab 13 80 mg Tld 7 <, 40 mg#5-L
MDD LT\,

X 1 Fa o BERBI % 7~ 9. EBIE 20 1CHT
FOPVET, 2 7 ARid ST 5 MHI, BEE
ORAERMIEEZZ. KENHERTE, WK
PEALR RS |2 CHEEDYE CD S MEERZIT S,

Table 1 IBD O{GHRIAEH & 42 SR

Dosing regimen

General Brand Target Di

name name EoecUie Induction phase Maintenance phase

Infliximab Remicade® TNF-«a CD/UC 5mglkg IV atwe 0, 2, and 6 5 mg/kg (~10 mg/kg) IV every 8 wk thereafter
Adalimumab  Humira® TNF-a CD/UC 160mg SCatd 1and 80 mgatd 15 40 mg SC every 2 wk thereafter
S:g”;"zumab Cimzia®  TNF-a CD/UC 400 mg SC atwk 0, 2, 4 400 mg SC every 4 wk thereafter
Golimumab  Simponi®  TNF-« uc 200 mg SC at wk 0 and 100 mg SC at wk 2 100 mg SC every 4 wk thereafter

Natalizumab ~ Tysabri® a4 integrin CD

Vedolizumab MLN0002  «4j7 integrin CD/UC 300 mg IV at wk 0 and wk 4

Ustekinumab  Stelara® IL-12/23 CD

300 mg IV every 4 wk

45 mg SC at wk 0 and wk 5 (90 mg SC for
individuals weighing > 100 kg)

300 mg IV every 4 wk

300 mg IV every 8 wk thereafter

45 mg SC every 12 wk thereafter (90 mg SC for
individuals weighing > 100 kg)
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FEH A SR IHBA & 72 o 72, 1fLi CRP &,
CDAI=258 TH 1), Sl azathioprine (50
mg/kg), adalimumab (160/80mg) |2 & % i fiF
S & adalimumab 40 mg (FE) CTEf#AHE
FE: 21T 9 Top-down L% it L 72, 1A%
ISR TIE, S IRFIIEIC CD IZ S 2 #iE
B & SR 2 RO 7248, 1HR 28 WA IZ TN L
TSR TLE, BRI L, SR b
KL, VbW MEREOT 2572 BT
4, 2840 adalimumab O T 5% H CiEST
WX Dk L TV Bb,. ZORERID X 9 13T TNF-
a PUATEC X 0 RG2S © 5 fEF 253
N LT 575, Top-down FEED B 72712
DWTORFRIZBIT LA AFESNT
Wpve, F 7z, [ERRICNBREE R IR R I DS
5TV ZHERNZES L THL TNF-a Jtff % ik
9 % B HRAE X 7 <, FERE, HIEROFEAS
FETHL I L IHEIN TN LY,

SRRRATA RSP SR

= @

UC 1249 % infliximab, adalimumab O FgFRAY
I AN & 224 IR infliximab 1% ACT1 50552,
ACT2 3B adalimumab (% ULTRAL 3 ER,
ULTRA2 #EFVCHH S & 72 572, ACT1 #ERIZ
£ % & EEED S FEAEO UC 12xf L C infliximab
B 8 MR TR 2 2 L 725EF] (Mayo
score 0,1 % k5T & LCERR) T, EKT
E o TER] CREBSHEER 18.2%) (ZHE LT
54 H F TORMTED R < (hilBa#HEE 45.5%),
FARAEEE D v & E472. adalimimab (220
TIE, A7 Fb L S0 i
D Mayo A7 6 U LD L DHNEEEA T T 2
DL b &iE~ERE O EIPE UC x4 & L7z
Yitr, 1R 8B Mayo A I 7\ & B EHRE
1277 2 RK#E9.2%, adalimumab 7 18.5% T
#-72(ULTRA 15#”). infliximab —HERhF]
FABZ GG AT OA B L AR
SISO P EEE~HIED UC 2R E L7z

SRR ERABARHES

160 80 40 40 40 40 40 40 40 40 40 40 40 40 40
Adali b
i T TR T T TR T TR T T T TR O T A |
Azathioprine 50mg/day |
15 6
— 14— 55 ® ®  J
212 &
1 of
10 0 ! ?*
20 24 28
(&)

1 %BETo adalimumab % Hv>72 Top down H#E0—Hl. IGHERANG 28 O KB AHIEHS TG 2HE 5T

W5,



FHEVER B AT 2 2 AR 237

Bifr, 1R 8 WD Mayo A 2 712 X B EEE
1377 2 ARHE9.3%, adalimumab#£16.5% T >
7z (ULTRA2:FER). & 51252 HF M COESF
L7 T LR 85%, adalimumab #17.3% T
otz KETIE, MOERE TR
HEE T 72I3ERED UC BB 2R E LTS
L ARG E MR EGAERAY8 H B L U052 1%
DR A FREHMEEE & L CHEmS . 831
BOEMRILT T REE11.5%, adalimumab
160/80 mg #%10.0%, 80/40 mg#F13.8% & A7 7%
2137 <, B2 MBROEMRILT T L RHE7.3%,
adalimumab 160/80 mg #f 20%, 80/40 mg #F 26.
& adalimumab FEICEE CTH - 72%. LIEOKHE
225, UC 2%t LT % infliximab, adalimumab f#
FIPRBREE] STV 5. IR S
72 infliximab & adalimimab @ 2 © ®$T TNF-a 5T
AN OB, FERE~TERED IBD 1203 5
INFETATOA FERLOREIZBIN 2285
L7726 L7 LI3FETHY, REFNLDY
FATINEE, fiy SN BEDL N & B RS
WDFEKE L TEIN A X0 " BH o7z,

LA L, CD IZK§ 24T TNF-a HUAFREITHK
G885 & OB (—RER)), HEFRRREHT
OEERNE (ZIReER)), BIWER 72 & TGN
PUTNF-a YA 2 & [HT TNF-a HUiEA
Bl T W EBH S E 2 Y, BILE,
ZD &) AN R B BB e iGE OB
M2 C\ A (Table1). $TTNF-a PUiAE:
DEWER & LTI, &gk, FRo#H%, BEUT
K7 ANV ADOFENALZ & ONZEMEIESS, FFI1C
JFRR Y 2 SEEDFSEDVOE SN T X 7228, 5%
B L CIIEGRIDAZ ) —= > ZFOFERGEIZ &
V) FSRE 13RO THRAARE IR T & T b, R
1) 2V SE 7 & DN EEAES OSSR L Cid
B AT O IGEEEAYE I i mmid i C v
o,

Interleukin-6 (IL-6)

PRIEME A N A1 A > T % Interleukin-6 (IL-
6) 75 IBD OIFEFELIZEE S L TV 2 HIZHS
nTBH, FEE, HEY CD BFE M IL-6 1&
ERLTWE®Y, F72 M IL-6#EZATCD @

TEEIEICREE L T WA 2 & XD, I IL-6 R
73 CD OEEIGEIIRE L LTHOHEHTH Y.
F 7, BERBICBITSIL-6 mRNA S CDIZB
WCEALTEBY, CDOWNHEERTRB L O
FRIIE DARRE L AHBI L T 257, IRk
B BIL-6 IZHEANDOT) v sk~ 1
Ty = TUMWEET L E IO <y AGRE
7°)V (dextran sulfate sodium: DSS 558257
V) IZBWT, IL-6 RIE~ 7 A TIEBERIED
FAEDTER T B Z L HE SN T B2,
IL-6lZ~ 27077 — Y OEEREIHEAET B R
KBTI ZFARDNIK R % ST THER S NATT
BWSHRICHEA L O RE T A9, 20
IL-6 ZHRIT§ 2P 512 &L ), kA e~
7 AW 9 T TR E R O S SER S 7z
XY, EEBRETNVIZBNTH IL-6 2%
BIEICHEE LR E A2 R LT A HHSEH &
T E7 PLIL-6 ZAEPUA % V72 CD
V233 2 ERR BRI AIS CHERM S, CD D%
JEIEEITEFRIE (Crohn' s Disease Activity Index:
CDAD 2SLIL-6 TR 512 & - TeE &
NHLZENHLNE RS TWVEYY L L%
A5, PRSI B X OHERISRE A 2 7 13Pufk
BHICE > THOUEL RO, BERIIBNT
FERRIGHIZIZE > T,

Interleukin-12/23 (IL-12/23)

IL-12 & TL-23 (3§ A9l L, Sl L 724
7= b pd0 AT AT UKD A b
HA Y THY, IL-12/23 ¥ 7 F IVEEIRIZ B E S
LB OZERY, CD OREIZHG L Twh
Z & 7% genome wide association study (GWAS)
TH S 22 SN2, O RIEILE OB R
R, A =7 THROLEINEDHF A 7
A E o T IR TV A, TL-12 13 CD4 Al
fao Thl Mg~ bxRAEL, F7-1L-23 1
FAESUS I EE T d % Th17 Mo CD4 A A
SOGLEREEL TWA. fit-> T, IL-12/23 &%
P& & OV Thl17 (2B § % IL-17 i (& UC *°
CDIHROERTH D, ZORkE L TIXIL-12,
p40, IL-17 ZZEK, JAK3, IL-23 7RI
LR EEN, ZOHTIL-12 & IL-23 D3
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THY T2y N THD pd0 ISR HPUETH
% ustekinumab 7* phasell iRz Ex T CD £
IR LTHMTH D I EDTRENY, ZD,
P TNF-a JUAAIE O 526 4 CD & xF R & L7-
ustekinumab 1, 3, 6 mg/kg #f & 7 IR E DL
BERBRAS TN S 7Y, 5 6 BB ORYFHET
1% 6 mg/kg BEL 7T L RBICILER L CHE R
RO, BRETIIED R h o 2. HEEpE
FOFHITlE 6 mg/kg BElE 7T LREEICILEL L
THEICEREL SO TWAIERE o7 B
15, HA%Z &G 70— VBT oA
LTS, MISRECTAYICH -3 5 HTIL-12/23
PR T % apilimod mesylate 7 phase II FfiR R
Bea Sh7ehs, CoEANCELTET It
R &L L CEIMEILRD S e 0o 729,

Interleukin-10 (IL-10)

IL-10 #fz T O RIZ T — 1 v 280 GWAS
IZBWTUC OFFEICHET 5 L s ShTw
5V PURIEVET A S A~ TH A IL-10 1385
BECTORIEZIHIL, IL-10 KE~ 7 A Tlah
K ERERES 5. IR ORREITIC, IL-
10 DFz2 M55 CD O BE 1 L CTiia S 7z
N, RS CDOWERFEILRD 5Nk
moiz. LAL, UCOEBEZIIXLTROD S
WIRTERG G X B EERBEI R E o TR Y,
HAEZ DB OWTHREEFCH 59,

Interferon-a (IFN-a)

CD BF BV TUIIHE I O EREEIC BT
% IL-12 L IL-18 DREAEDTCHE L TB Y, T O
R, WELEDS Thl HEE %D, D720, Thl
YA A ORFETH S IFN-a 2 HET S 2
&3, CD DIGHIZEHTHY, HLIFN-a HiE
Td 5 fontolizumab & CD 1259 5 FHRER 2
BWTT 7RI L LE L CDAI & CRP DI
TizE % 70 72%, fontolizumab (2B L ClE 133
ABLU45 AD CD HiE 2t R & L 7z ERRMGET
HIREE STV, ZNENORGETCHIRIE
RUGEB L OEMEAETT TR i L
THHATH 72 ENTWDEYY CDIZX T 5
fontolizumab @ Ef R 194 I % -5 5 212,

S5 7% b RKBE LRI TH 5.
Toll-like receptors (TLRs)

< AEBEEE VTR, BROEEIZ
ETOETIVIZB W TIHNME OFES LT
THY, VRR)Y 5T 14 F, peptidoglycan,
flagellin 7 & D5 A B FE BT DR 1R A
JEIZBIT B REINEITREC G L Tna 2 et
HESNTEY, B LM AT 4 Toll-
like receptor (TLR) & Z 415 Ol A H1 skt
AR L, SEMETA N A VEAER & DM
B> 7 F VAR 2 TEPEAL 3 2%, Kl C o4
HEREIND L TLROFEHITHEL, &5
TLR2, TLR4, TLR5, TLR9 @ i&{n 1-Z8 %A
CD OIFRBIZHG- LTWwWA 2 EbiEEhTw
B0 KR 7T AEVERIC & 5 TLR4 ORlE
(&, B LI S ORIEET A S A 2D
FRery 7 e 242 L, IBD B8 O KBkEiE Rz
CTLR4 OFBANTLEL T 5%, TLRIIfEE -
5 PRI T P 0 AR FLAE T O 2o 15 8 2 e 729
LOTHY, ZOMEMERHEHIET LI &
IBD Oi#ha s ha— VIEETHLEEZD
NCTWn5b.

Adhesion molecules

MR AL 2383 9 % E-selection, ICAM-
1, ICAM-2, VCAM-1, Mad-CAM-1 7 & D5
I HIMEROMAT RERE 2 355 L, (HLEH
He~O Ak E 2 et 3 5 2 & T, HRkISE
R D, IO OFES TIEHMBRICAELE
TH4 077 EMEEREZRL, &N
HAEANELET 5. WL O20HEFES T3 IBD
DOEMEMMERED 5 WL, FRTFH D200
A& LT &N T & 7%, natalizumab (&
T HRER DAL o0 3 L FP A I ER o0 S B S 1 | 2 S8 3R
LCTWbad A > 77) A d5he MELT:
E/ 70—FWHUETH Y, VCAM-1/a4p1 &
MAACAM-1/a4B7 %4 L 7o HIEREEE, ke
BaHEL, BB ERE~OR AL
F L2 LI N, R CD 2SR L
L 7z BGR BRI, $%5- 8 1% CDAI 25 70% L.
HETL, 128 F THFF SN TnE 2 e 2%
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SEAiE H & L C natalizumab (300mg, 0, 4, 8
) OEMEEARN R SN R, 1208
B COEMRIZT T L REE32%, natalizumab
#: 48% T, natalizumab |2 X 5 G55 7 BfRE A
RS SN, qd 7T D PURBHFIC
& % vedolizumab O EEAHEHEAILD UC 72 5 Y
12 CD ZAtS & L7270 — ) UG REER O 5
DAL EN TV 297, Ji TNF-a FUEAIE
D UC % k5% & L7z GEMINI I #ABx T, #%5-
6 (%D Mayo A 2 7 U&= B X O 52 #fk
DR (Mayo A 3752 LU o7
237 T1RBZ5LDOH%R\) OEEFHEEHR
T7' I v RIZHE L T vedolizumab 58 C4A
BICEMTH Y, EIUGHNEH ORMEGES, A
T4 K7 —EFEERIZB T b vedolizumab
BGHETHETH - 72, PLTNF-a FLERL
» CD x5 & L7- GEMINI I sABxClg, FZE
FHIE H Cd> A CDAI CREAl L 7242 5- 6 1%,
52 A% DRI vedolizumab X G- CHEIZ
3% LTz F 7z, ICAM-1 58314 #iiil 5
BBIETF DT ¥ F+t > A% 7251 ICAM-1
L, IBD BEOBRICHHTHL LEZ BN
TW5., BELPLEGH5 COMETITHH
TAERIIS SN o 720, RS, FRiokK
Bl D EFE R A 16 T BT84
EPELN TS,

Growth factors

Growth factor (GF) (38554 E R B OBIGE
WA IET 2 2 EPHONTWEY. I
CTORRIIZET, IBD I2B\W T3 % 1 721
ERE O LR ZOREY £ 2 B LTI
IZEZTH ), epidermal growth factor (EGF),
keratinocyte growth factor (KGF), growth
hormone (GH), granulocyte macrophage colony-
stimulating factor (GM-CSF), granulocyte
colony-stimulating factor (G-CSF) 7 &® GF &
i 9 ORI RCHMIEE 22 & LT
HENT&7. 20HTh, GM-CSF (4 5-ASA
BRI CiHh o CD BE N LT TEIZEED
mirolens, AT A NMEEEYECD &I L
T, 77 RBEHBELTHEICATE A Nk

B R T o 7z L iF & Tnwap™, F72,
G-CSF [ ZF1fif% CD BREOFRE FHi§ 5 & &
NTCWBY? L Laenss, o GHICE LT
DR FEIBAED L ZAHBD SN TV,
KGF-2, EGF (ZBJ9 % phase II FRIREERIZ BV
Td, CD, UC & bIZiafahRIIA LN Lo

f: 73)74) .
B A # B

Peske, WP I 3REEIC X0 T T
TELD, AY T MENTOHEARIZ L ) #Hi7z7%
HAPEESINOOH L. BHEOTRIEHIEICE
WCERRMINE, ~ 27 a7 7 —2, G T M
7 EN X A ERIEEESH O N E 2 ) 00D
L. & ORGSR & I 2 dilEE
T AlfE % 5554 5 I NAI R ASE E S, 17 F85H
DI7OAN) T LNBRDG DT EDL
Lol BB, fiEE AOffix IBD BEIC
# A (feces transplatation) 354 Z & |2 X 1) 54
PWEHEL L) LT HEIREERD B S NTWw
5. BNAITE L X 2 50 30HN I, St %
AP DS U AR 9 2 Bk 72 & D JSHIR IR A
5952 L MESINTE D™, Microbiome-
Gut axis (Z1EH 72 2RIGEE TN ATV 5
T REIEDSE .

b U (I

IBD OJRREITHEHETH D, T ) v /88~
077 =% EORERLHROAL ST, K
155 b R AR b IR & E 2 ST\ 5.
72, IBD OIFREICEG-3 Bk 4 501 b iR
R & L THE SR TWwWA™, i4E, IBD 2B
VB R 7 RERE ST S e e ) DD B D),
FRERAIC £ 0 RIRM 70 5 TRERISEABRFE S L C
Wb, NA FRFI ORI 70—V RER
PR SN TS, RICKR OB FRIG I R 75 1
CAFRDIBD BB HEE A JRIT 5 72D 1 IEHER
DTN HUIRTH Y, Eili & L TR 72 7
NBEETH D, LELEHDBEH, GWAS THS
NI BREZ IRk E HAR (K7 7)
TITRE SRR L™, Wk TRHE SNz HRE
P, JEISGRE IC 7 NOD2, IL23R, TYK2 i# (%
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TSNP IZARF Tla & i S e v, KFDH
HWIEIHT V7 O IBD BE Y G e b
BRDTE WL EZTWA.
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