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RIEER R (Inflammatory Bowel Disease: IBD) &, 2o % 7k &% 5] ik 2 TR EAH O %
BT, GEORENEG L Tw3EZOLNTVWS, JERICIEFEAERD Y, FHRFFHRGRE
WEIEBICAEDLE TREREIRL T2, BlTonFEcl, Sl ZAEED T % B 2
T en% v, A, IBD ORERFEICESWUENMEZOMG B TRBINTEY, HkodEx
N7 RIEDHIEAEA S NIED T3, L L, 55 D0ER % EERET 288 -,
BB A I NBEEDR% L, REMHIZLTChARWED %W, (o T, RERZEERET 2
fTOBBRANTRVEZFIR LT, HEOHIHIERITH 2 HEME2RH 2. FHH#EIX, B3
EEBRE R C oA BT IEREN S L vwbiTwa, KWL ClE, HECERTHED K
% X CHIRT — 2 0B ZIEMM T L, HESALNSCTOEEEHET 2 PETHS. Thick
D EBEDOIBNMEESE T2 Y RZBHL IR, REOERICHEMTE 2 EL TV,

1. Rl BNE R

RIE L, HNAROEYBEEIE S LML, AECONITHRT 2L ADZ R0, HE
BPEL, PIIEH o B % P EREY IR 3 2 BRI, % o MIChiE S 2 A E A TE o (ke &
KXo T Do T3, BE LEMIIE, ZNZhoBEER-EICE > TRYDERAZER L T
5. BEMGAPEONZGEE, REEGEICHELEST 2 HEks 2 Y o PR 5.

bt FoBEICRTEOMELFEL, ZoREZBRMERE L V. BAMERICIE, BZEox
RICEEO B VEER L, WEONRICh > THRI N 2REREFET 2. MERIE, BAHG
AR L < RO 2 2T 5 &, KiREREICRAT 2. Mt ok, <o X5 2k
WOHbRZ 2 o210 ic, Lok L <, FR, M5, KR, Bl wr 4o0028txd7o
TIERHL, COLIREEREL S, —FCHEROF I, bR A IMmER & Sl fH 5
22LT, TOX) AR REICEENA TN DDRFAET S, ZNITK L CTEED E A
fae AIMER S, HEAERPERFL LT VLEREZNBEMICREEST 2. 2o ki, WEFRFFEFECE -
THEBR I L2 oickt L, HEER I3 £ L A ERIRIC S 2. dH, BNMEE I EKS O FER
KXo ThH® b T2, JRFEHOHEIC X o CRIENFET 220352, 2D X5 elaNil
W DELALIE, dysbiosis & MEIXAL, BEREORE L SIEENZBREZFERT L2 L THILNLR
FEMEEEE R (Inflammatory Bowel Disease: IBD) 72 & O HEREEBICHE T2 wbhvTn3,
2. RAEMEGRE

IBD 13, Z DFTRIC X > TEEBHEKRKBAR (Ulcerative colitis: UC) & 7 v —Y¥§ (Crohn’s disease:
CD) LI nd. UC Tit, FICHEGCER OB CHIBED RIESTER S NS, B L I,
FERDLEIFIC D2 o Th ) BEIZRECE AW L 253, CD T, KE/hBEhoic,
LE 2R CWHiN R AIEEE OB RIESTER S LD, RIAEICHE S o RiBix, BEXRmAE S
KD TEE TIAD % 2 & 5% 0,



3. RAEHBEREBICE T 3BEAMEEOBES

BPME oL, IBERIZICEELKITT I LT, BALRAICEET 2 vwbh T3 b o
FIET 5. BIZIX, Clostridia fl i I RAEZIH T2 2 L THION D WL O OMEABIET 5. [1]
Clostridia spp. 1%, fRUEHSMEMECTH b, BREEFPROEREcCOLAEFT L. —HT, RiEx
fiedE3 2ME & LC, E.coli ’AIHN TS, Ecoli ¥, BEHEHSEME CH Y, MIBEIRLIE VIR
BCebEfrs 53 CcE s, W, BERERRREZEIRD Z LT Clostridia 7n & O FRAEANH]
TEME IC AN R BRE 2 it L T 5.

Clostridia 1%, BYIRMECHHLIET v 7 v o X5 7, B E Tk 2 v ic)E < IRAKIEY) (Microbiota
Accessible Carbohydrates: MAC) % %Ki & L T\ %, [2] Clostridia 1< X % MAC DFERE(CHIRFIC I,
BERg, 7w et Vg, BiEL o ZESEBIEE EA S N D, FRICHKIRIX, BEREICEWT, F
A4 =7 T #ika2» & HIEME T Mg~k [3] ©, BRI X 280f¥E3 4 b A2 4 v IL-10 DFEE
[4] 2FET 2 2 T, MIREFEHEZRIET 2 28O T3, $£72, Clostridia 7S HEE I N
7-BEIE X, W& LEMIIEN © PPAR—y (Peroxisome Proliferator-Activated Receptor—y) & \» 9 %57
BEREIEENT 5. [S]PPAR—y (X, 320 HECHERIZICHFS L Cwb. [5] 1 2HIE, LT
BT 5 pBIEORETH S, B MELe i, MENDOEEHE2 S ATP (Adenosine triphosphate) % &
KT kD 2 LT, BEN~OBEROVH EBERICHwTws, 208, HEKA ORI T
HbH, XY, BENOREES FAMMICHEHE T2 2L 2ivwenws, 320H1F, —ML=
FoAHNHECTH L. —HLERIT, BENCTHEA A vICEHRI N, FRFRICE T 28 TZHE
R LT Ecoli &g g, 2o k)i, BERECHEMRBIRILIL Clostridia i< X > THil
Hlxncns,

L2 L, IBD OWGNMEE T, Clostridia DRV 23R8 XN T 5. Clostridia % %Y X 4 % ¥[A
D12& LT, BNBZRREEDO LESETONS. EHE O EEMEIE, pEEtic X > T ATP %t
T HECKAEIC XV FELEE S L, BRAWBER L o loREcititIns X o ick 3.
[5] BRSNS & 1%, MEEZAHAETIC, BENICE 0 ATP 24K T 2RiEo LT, RiE%
FlZECTHAREEKT 2. B B2 OHERNEEZR~DU D F 2 I X oC, MENDOESRITGE
KM L, Ecoli 7z X 0@k EME IciG I s, I 6ic, LEMECEEAEI N —HBLER
X, MR A A Vv ICETT I L1k, BRI E O SRR S . 2 ORER, Clostridia 7x
E DR R 12K S N, Ecoli 7t & 0@ MM 238 5. Ecoli 13, v —X %
I TR =N, ZOIR) =N ERBI LTI T AT FICKY, BERKA B
T5. [6] #LT, Ecoli MRHIL7ZF ) AFAT v (TMA) ® U KLHE (LPS) Sk ICHRA T
52 TCRIEDIER I NG, [6] s, =X/ —A, LPS, TR b7 AT Fix&ld, RIEWHEAT 4
I—x &M, MBRARKIC, FRICE->T, HEZGIEECT LR H L. Zhic XY FiET
DT ERAET T2 &, RERTOHICARERI T L2355, [6] —HDFEN: L 7t o 12 IHE
AT 31 2 B R o T, AR CTX SR SN 5 Warburg BIR L FECTH 5.

LAED S, RIECEHRR L TS NZHE EEMRICBWCRBIC AV F—FERE T Y b
JUNAERER D TUET 2 &, IBENOBRIBEZAEKT L, ZNICHEIGTE 5 Ecoli 7n & D RIEMHME
DMIERFEIND EEZLNTWE, DL X, Clostridia 7z & ORI VEME (2K < 1,
NHlE &L ERED Kb s, [X1])
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4. FrEliagE o T REHE

P bEcix, BEICET2NEY-C ERMEAEE ICKITTHEOHICOWTHMNMLTE . 2 ofth
I, AEIRBREECME, MRl vo A BRI TAEBIERT 2 L vwbhiTw3, Zoficil,
I G 2 1 S M AR D T2 N LTG5 T3 H 2 LM NS, IBE R, BPHIE
HBEHWIEHLTWSIE2, BIEICHHEINIZLBRBINT VS, IBD I, HEPLHEIEER
COERMPEAWICEG L, BEGESIET 2L CHET bR TWws, F£7-, HMEOR
ECHRNICIIMAZEDL S 570, FRFFIRECEGTEECOIDE TRELZERL TV, BT
X, 2704 FEl (BIBERERLEY) RTHFFA7) v R LICX->T, BEDGEMEC AR
TEREEGET 2 2%\, X HIGEER, BRIEEY A P A4 v INF-a 7z & DERS TITHT
DHURER AR L L AR INTWE., 20—7C, BAMEZEOKEL HIY & 3 2 BEEEHE %15
Fle LTRtEnTtwa, 25, #EEBHICX2EEOXEDMFHEIN TS, LrL, ZESR
REEHET 2RB L T, FHEOHIEAZ B E L2BRIEMBIMICEAI N3 EER %L, R
EHELLTWARWVED S W, o T, BERELYEERET 28BS AM VBRI L T, #
EORBEAEHTH 2HEERH 5. 2D X5 RIBNMEEZER L 3 2 BB L LS 2 5113,
BEOMAZLGNMEE CFEAT2HELZHO 2T LT E AR by, fl2iE, Efloks
IS E A IE X 2 ERE LCTHIONT WS T L b, HiAFIRGE L IR G, BN
HENEBRICGE 22V 227382 E260 5. icd, B, AiEBRES, MR, KFEukhe,
FEhrE Vo lz, HOLWRHHTHINT 2 2 LT, BNMEE NS T WEEEZERN RS 2
ZencE s, [M2)
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[ 2] IBD 0T IC 35T 2 @E
5. WZEEHE

fix, BEOMAZSGNMEE IS 2 2 ZELZHL»ICT 22010, HiET — X DL BN %
EDTHE, BRMICIE, HHECS2 28 EOKRE I CHKRT — 2 0HH ZIEMA T L, HEH#E8EL
NeTVWEFEOLRGEAHET 2T ETH L. mEMICIE, FEEOHENMEEIE T2V X7 %
522 L, IBD OFEEIRNICHIT 2 22 HME T2, 2D72®Ic, T—2 DI - T - Al
RIC B T — 2 R — 2% A L, BEAER & L 22 Rl % D T 7 — X R—= X T,
H#ET — R INBET 2 A 2R 0 =L 707 A —L R D4 Iy 7 27— 2 b 8E L, KM
RIERHEERICH D AT, REICIG U T, BRI I8 F T BE 7x % 28 B EAT O 35T TR SR 1T L
WL FETH S,
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