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RE

RAEMEREPEE (Inflammatory Bowel Disease: IBD) 1%, 8o lis e &% 5] i & FREAH 0 5
BT, REORENPEELTVILEEZLNTVS, ERICIIBEAZELSSD Y, SEFIRERE
EEHEICADE TAREERL T\ 5. BUTOREE T, M- S T % EHEHE T 2
T A%, GF, IBD ORERFICECUENMEEOR S RBINTEY, FEOREL
ML ERIZOHIHSEAINKED TS, LAL, MEORERZEEHHET 2BEL L, #
BIIcBEA XN BEAER S, REMILLThuARWVED %W, fito T, RER%EEFIHT 28
TTOWBRAETHEVEFICNL T, HEOHELAE TS 2 lREtE2H 5. W& IE, "L
EERE R EOKA RRTIERINE L vwbhTwa, RIF%ET, HHEICERAT 2 HEOK
X CTHIKT -2 oA ZRMEMA T L, EEMILNLTOERAEEZHET 2 PETH L. ThIC K

D EBEEDGNMEESET 2 Y X7 8WH oI nE, BEOERICEITE 2L E2 T3,

1. %% L RGP

TEL L, NROERVDPEELEI AWML, AETCHOHNEHRT I L A0 E2 v, IHE
FEL, NIEN O 5P % Y BRI RT3 2 i, Z o NIchiiE 3 2 KiIEEAE o [k &
KXo THKDIZo T3, HELEMIEE, ZAZhoZEEHEICL > TEYOREAZER L T
2. BEKAVEONSEE, KEEAEICHFEE ST 2 AR ZY o PRI 2 5 .

OB ICIBTEOMMIFEEL, ZoREkxBRNMEREL V. BRMARZE I, Eox
R oA WEERL, MEONRICE > THRS W 2RERIFET 5. FEEI, HEHA
EL < LEMEMZ T 5 &, MBEEGEREICEAT 2. b orimikiz, ok aHE
HoPb%x % o »iFic, BUoMicx L, F&k, JEE, &, Al vwr 4008 edzb
TIEeHRbE, 20X BEMERIEL VS, —HCHRIEROPICIE, LM B IMER % Gl 3
22r7T, ZOX)RBRHARESELWZ TN DOMFEET 5. i L <o LM
fEPHMERS, FERIEFLLTWERELZNERNCREET 2. 2o k)i, RERIFEECI-
THEBR S L2 ekt L, HEEERIZWE £ & HFIARRIC S 2. 8%, BNMEZ RSB0 EER
KXoThHEDLNTWEA, JREREOMIEIC X > TRIESRKET I L2525, 20X ) &EHM
H#EOELIIL, dysbiosis &IEIEN, HEREORE, OEENRBEEZF T 2L THONIR
FEMEREZ R (Inflammatory Bowel Disease: IBD) 72 Y O HCE RIBRBICHEE T2 & b Tw3,

2. SAEMERE

IBD i3, ZOiRIC X > TEEBMKABER (Ulcerative colitis: UC) & 27 2 — Y% (Crohn’s disease:
CD) IHEnD. UC Tk, FICHBeHEBOMBICMIBED SESER S NS, #MigHE L3,
SERDSIEHEIFAIC Do TV BBEZRETCE R W L 2iET. CD Tk, KE/NEE b0, M
L& 2k clie i a AFIEE O BERESIEK S N5, RAEICHE o xR#E1X, BEROZED
MO TEE CIA2 5 2 L A%,



3. RIEMBRBICE T IERMEREORS

IENHIE O FIciE, BERIZICEELZRIST LT, A RACEET 2 L vwbh T b o
FIES 5. BIZE, Clostridia # i IXIFEZWH T2 2 L THION 2 WL OhDMENET 5. [1]
Clostridia spp. 1%, fRHEBIKMEMECH Y, BEREMEOCEBECOARERTE. —/T, KEE
fleiE3 2 MiE & LT, Ecoli XIS T\ 5%, Ecoli i3, BYUBIAMEMECTH v, BIRRELEVE
BCbABFETL2 L8 TE D, W, BERBREEZKED LT Clostridia 7n & D KIEHIH]
MR ICE R R BREE A R L T v 3,

Clostridia 1%, BYIBHESLHERHLIET v 7 v 0 X 5 7%, 5 E ciifb & kg < kL (Microbiota
Accessible Carbohydrates: MAC) % SEEIFH & L T\» 3. [2] Clostridia 1< & 5 MAC D FEEE I 1%,
Wefig, 7ovA v, BEEE Vo BB EA SN, FIciigI, BERECENT, F
4 =7 T ka2 & Gl T~ 5t [3] °, BRI X 2 6HES 4 A4 v IL-10 DFEE
[4) FE T2 L C, HIREMEAEZRIET 2 2 B8O NT WS, 7, Clostridia DS EAE IR
7-E&EE 13, 5 ERHIIEAN @ PPAR—y (Peroxisome Proliferator-Activated Receptor—y) & \» 9 %%
BEETGENT 2. [S]PPAR—y X, 3 2D HETHERZICHFS L T2, [5] 1oHIE, kR
CE% pBLoetEch s, pgbels, MENDEESED2 S ATP (Adenosine triphosphate) % &
R 2RO LT, BEN~OBEOTHEZBENICH wTWwE., 220HIE, HEEGOHIHCT
Ho, cnicky, BENOKEESTOHEBICKET 2 28 2lvenwd, 30HIE, —MLE
FOBMMETH 5. —BHILERRIZ, BENCTHEBA A v icEHlIn, FRMERICET2BTEZR
Re LT Ecoli mEWfEAENG. 20X dic, BERECHEMEIREX Clostridia & X - Tl
Maxncwnsz,

L2 L, IBD OGWNMIEE TIX, Clostridia DRV 25 RB X T\ 5. Clostridia %%V & ¥ 2 BH
D12L LT, BNBEREO LESE TN, @HE O LR, pEELIcX > T ATP %t
TE,BREPRIFEICLVFENRE 2 L, BANEER L WO lloRkigciiifiahs X5k 3
[5] BERWIERE R & 13, BRRZFAETIC, BRMICE D ATP 2 AT 2 RIKD 2 L <, RiE%
FlERTAMEART 2. p BLLLEANEER~OU VB2 Ic X > T, MBENOERIBE
ICHHH L, Ecoli 7o & @A EME M n 2. o, FEMRcEEI N ~BLER
1, THEEA A VIRTT S itk EERKMERE OIS IERICHI S W d. 2 D8R, Clostridia 7
& DR EBER M (38K S N, Ecoli 7x & OM@MEBISMEME 6T 5. Ecoli 13, 2w —RX%
KX IR ) =A%, FDOITR) — V2RI TR I TATE FICXY, EEHE %
T3, [6] LT, Ecoli MCH L2V XAFAT I v (TMA) ® U R 45 (LPS) 2HBICHAT
52 ETRIENMEING. [6] ads, =X/ —NA, LPS, TR FTATE FR¥iE, RIEWEAF 4
I—x &M, HMAARIE, MIRcE- T, FREZFIERIT LD S, NIk Y IFET
DOIATBERAMET T 2 &, BERSOMIEAREZEIT L 2nH 2. [6] — MR L ko IHE
RIS B0 B BRI ERER DTN, AAMIETX RS 5 Warburg ZIREFTH 5.
LIEDS, RIERLHERRETHBEAZEE LR CAMC I ALV F —FESEE YU
SIERER2TTET 2 &, BENOBBRREIMET L, ZNICHEIGTE 2 Ecoli 75 & D RKAEHMA
DHIENFLINDE EEZLNTWE, ZDL &, Clostridia 75 ¥ O RKAEMHIEME 1Tk S 0, 15
WHlEED SR Ebn 5. [X1]
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4. FRBEOTRENE

LB, BEICET2ARY S FRMIEAEH#E MU T HEDHICOWTHENLTCE ., 20
b, EIERECME, L vo A RRFAREIFHT 22 wbiiCns, Zoficiy,
IBE uE 24 S Ml LR T2 N LCBEST 3RO H 5 LM I N Z. IBEGREE, BRHTE
EBEHWEHNLTWSIEh, BEICHFEEINLIILRKBINTVS, IBD 3, HEPLHEESR
COERBEANICES L, BEREAKET 2L cHMETZvwbhTwns, 72, HEDR
FERERICBEAANZERD 5720, FEEIFELEFTEBECHIOE THELZERL WL, BET
X, 27u 4 FEl (BIBREFRLEY) STHFFFATY v R EICE->T, BEOGIEMIESL AR
THREERET 2 2 238 v, X HIEEE, RIEWYA A4 Y TNF-a k& DEES IS
BPRESRB B R A L RBINT WS, 20—7T, BRMEEOKEL HIY L 3 3 BEERE 3545
Fle LTigfitan s, oic, EFEBHECX 2HEOREDHHFIN TS, LirL, &EFR
ZEEHET 2R T, BEOHEZHNE LR RANICEA SN EEN% L, K
PHEZLLTHwARLED S W, fEoC, BEREZEEMNET 2BEXGH chVEFICHLT, B
FEoORIHIENTH 2L D 2. ok RENMEHEZIEN L T 2 RBEE T 251213,
BEOMAELGNMBEEZICERNT 3EELZHL I LAaTNERS 2w, 2R, HEfloks
P EE e X ¢ 2 HRE LTHISONT W E 2 b, FERIRGE L IERERC, B
HEMEBICEZ2 V22 3R R #2005, ficd, fxfb, AiEBREE, MR, REHkhE,
Efit Vwol, HDOWRHHTHENT 2 2 2T, BRMEE LIS T WSR2 ERNICHERT
et s, [M2)
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AN 250 FAl
THFATU>
IBD 0)1%% 1 TNF-a U4k

[ 2] IBD 0T Ic ) 2B/
5. BREEHE

i, BEOMAERBNMEHEICS 2 2 E2HL 2T 272010, HiET — X D% E BT %
DTz, BARWICE, WHEICHZ 2MEOKE I CHIKT — 2 DIHH ZEMLAT T L, Ei#EME
N TVREFEOEEEMET 2 TFETH 2. &MENICE, EEFOHLNMEESFET 2 X7 %1
L L, IBD OERFGERICEHT 2 2L 2HMNE T2, Z0k0Ic, 7— X ONE - BT - Al
Rlc i T — 2 X=X &A% L, BHEER &3 L A2 Ot Z2ED Tn, 7T =4 =X Tl
HETF— R ICMET 2 A2 R 0 — L2 70Tt — LR EDA Iy 7 27— X QR L, KPR
REHERRICH Y AT, SEITIG U T, BRI I8 7] BE 72 % 25 80T O BT TR I
WG TETH S,
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