L TR b E Y o 59

ik

I PRI & S e PE B e 1B

B ot kT

AEBN

SAEPER R (inflammatory bowel disease :
IBD) 3B OB %% k3T HKTH ) ZOHHIZ
B S5 Tld e ve IEDKNME O H
F L <, IBDICBITLHE~NOHEG»EH ST
TWab,

XU &I

BEfEE, 100 JKME D LORENME AT b O
BICHIEL, BWNRBEZ MR 5 2 & TGP
R AN F—ORBICES L, BEIZIZEAM
WS R R L e D 7L - FEE IR -
LTwbEEZLNTWA,

WA, KRy =7z v —2 i EET
L ANV T ORI 25T REIC 2 0, B NI
e DR HREE DA S MUl NI OB~ D
B5, ERFREIHRESIND L) IThoTz0 K
SEME N R (inflammatory bowel disease : IBD) 1%
AR 9% (ulcerative colitis : UC) & Crohn %
(Crohn’ s disease : CD) 2 fRE SN 5 HEMHEOE
Tz kI EETH Y, RIS EFETH
WCZDBEBIBHEML TV D, %L DD R
SNODOLZORKIIHHINTELT, K
EED L S EEDPNEETH 5 2 & h S ETE)

BOIIIRE SN T W5, AR, RIEFIINIZE,

—Key words

IR, SSEMEREAE,  dysbiosis

* Mitsuo Nagasaka : B[R KPR AL 23 PIRNHF G

r ) N7 A FEEMFHT (genome wide association
study : GWAS) 5 R 12 X 1) IBD OJFRETL I

B IBNME S EE 2 Z#HZ R 2L TwE S

EDBE S MESINL L HITRD, K- HED

R R RN E 2 Fr 72 RGBSR S LT 5,
AFiTIZ IBD & BNHITE OB S5-3 X EHEA~D

JISHIZ DWW TR 5

I. BRHE

1. BRMECHERN7O0—-5

v b OWFALE AT Z Ml S RO, A
2100 I R SMBE 252 ) au=—%2 IR L
TWhZED, G FEYANTECL VL E
o720 BENHITR D 9% LA 23, Firmicutes (%9
60 %), Bacteroidetes (£920 %), Proteobacteria,
Actinobacteria ® 4 >OMIJELTHY 2, AW
R EC X DB IS Ao 7R, R
EHAEL TO MBS 5 BH 70— 12
L OHEBREN S, WETH D b EGNMEE
DA B LT - ERESHER SNTE O
AR 3 O EE SR T b, ZORER
symbiosis, 5 P 55 D B FE O R RS2 AR AL -
B % K L7-IKE% dysbiosis & Y, T
dysbiosis DIRFEDEE 4 LI BRIRE L BT 5
LEZHNTwWh,

I. BAMEEORE

WA I E 2 5 DT AV F—EBHUZ b
54 OWFR e TBY, TAVF—EIU
BOTHWME AT E R %E# 2 R L Tw5b Y,
T N ASAEAE L 2 IR < 7 2SI AR %



60 BREEA 71 %15

646 1 (2024)

B SE2 L2 RERNSALNS Z &h
S WA S O S FEWIZ g P B A 8 5 7 15 )
BRI LTVBEZ ENDbrb, BNMEIZED
HAHE 2 RSO VS S8 IR L C R o0 B gl <
i W EERE, KR I AT VORINDIzdD T
PVF =& LTHM &5 EEHIRIGEE % ek
HEBELRREELTS Y,

F 72, WP ML (R e 7)) o,
FA T HA )DL FFEICEGLTBY, K
OHIEYE T MleOFEIZIX, Costridium J&H E
Widkie % 3 U C A U 2 B AT B 2 P % e 7
LTwa Yo B T Mk~ v =T o
7y T, HERERT LT =L WvoZof
B 56,3 i 25 % il 4 L € Th (T helper) 1l &
Th (T helper) 2 /s /N5 > 2 % HL, GEE
HHEOMFFCEE 2 %2 R LT b, HilEE
T AMfifEix Thl7 Mifa % 3558 L SE Il 5-5 5
¥4 N A TH5IL (interleukin) -17 % 1L-22
RWT BT 00, BRI RES e T
RHA MAA VR ERERRO G - FEICE S
LTwh,

. RMELE IBD

1. 1BD &BRHEOREDHLY

IBD X UC & CD 2 &S 15 BRI
REKTHEETH Y, HRHICHEFEZHIZD
BAEBDEIML TV 5, IEFINITE, GWAS O
FEhe e & HBEIFIREICES, BRER
bolZWNTHEEBLEZ LN TS, ZThHHI%
DOHEAIZ XY, IBD OIHEERUZ I\ T Al
DEELREZ LT LTWDEZ EPEE S
NTBHBY, WHROMHRHEERIZHFFI N TV D,
IBD |2 B1F % dysbiosis {22 W CTiEE ] o IBD i
BIRPrCiE, TR MR B T EE O RS
BRESZILL T LU EED D 5 2 & 6 lk
S ER A5 2 FaHERE I b, UC & CD
IR T 5L OHEDVCDICHTALDTH
D, CDITHIEHEL DK T 2R L T4, CD
\2B W T Clostridium X BacteroidesHh&/V L,
Rumminococcus gnavus, E. coli D3N Tw5bZ
DG SN TN Do Clostridium JEDIL, FFIZ

Faecalibacterium prausnitzii (F. prausnitzii) ® ¥,
D IFEER D BEAEA D T hY 0 BRERDSPUIIEVE
ZHTHI LD O RIEOEIE - HEOWEEMEDTR
e XN 5. Ruminococcus \ Firmicutes M) O 1%,
WTHY, ZOMBEIIHEFHICED D B FR
# )RR T D 2 & TRIEDHEIZ D 238
HEE3NTBY, E coil % &t Enterobacteria Bt
DOEEIME Thl7 MfE% & L IBD OFE, el
BboTnbEEZ5N5,

F 72, % 1IEDNOIIREOR G- HEIS
CD DFAEHR % 11T 5 2 & V7 5 b dysbiosis A
CD ZEICRIS- L TV A TREME 2 RIE L T 4o

IBD %54 @ dyshiosis % > 35#}d & L T Adherent-
invasive Z coli (AIEC) 1& CD D [l kb 12 425 23
WHESNTEBY, AIRCIRY 7B 7 7—=IUh50
TNF a A5 L T\Ww %, Mycobacterium
avium subspecies paratuberculosis (MAP) 1% CD
THRBEE KM SN, Fusobacterium varium (F.
varium) 1% UC 12 B W THEBHBORBIRZA LT
BY P, F vagum \ Tk U TEEED S % amoxicillin,
tetracycline, metronidazole ® 3 FEFHOPUEHK] % 2
MBS 5 ATM #d:13 UC 123 L TofRhE
PHEIN TV,

2. [BRHMEE IBD REBZHEET Y

IR, GWASIZ X D% < @ IBD # B #
EFAMESN TV Y CD TIZHIH Dk
WHNZB 59 A a1, UC TIXHE N 7 HRE
RIS Bl R T L OMBIAHRV, 2001 4F 123
& 7= NOD2/CARDI5 13 CD & i\ HI B %R
L, NOD2\% 7" F 2Bk o BEM Nk ok 7 C
% % muramyl dipeptide (MDP) % #2ik 4 % 2%
KTH Do ATGIOL R IRGM &\ 72—+ 7 7
T — 2B L 7o (5T b CD RS AT &
LT s, MBBEWNITEA LMo
WKWHBS L TWAEZENHLNIR->TBH CD
(2B TR PRI T B B R O 5 2358 RE 12
DRMVBMEEMEATRIBE N TV 5,

3. IBDBEICH T B ERMEOREDY
W AR IZ B % IBD iEH#E, BUE 7 1N A



R THILEIRIED F E Y o 61

T4 7 AL EMEBAEWRAL (fecal microbiota
transplantation : FMT) 28 E£ 2 G#TH 5, 71
NAF T 47 A& LTIBD IR L CHAEER, ©
T 4 AAWOT GBI —HIITbILTWw5b, &
512 dyshiosis & %9 A iE#EE & LT 2013 4E1
IV Clostridium difficile JERSE AT 5 HH#E L
LC FMT »3hiAT &, MAEL S HEGAER O 45
BOEPFRERRIIN I, YUk BB
HICIL LT FMT IS X AIRBEHIAEEICE o 72
s, U0 T vy A LB
systematic review (2 & % & Hio] @ FMT 12 & -
T 60~90% A FFHETIHEET S LHE SN T
l/\%) 8—9)0

FMT (35 N OB N #& 2 & v ) T TR
Wid 5 Z &2 X 5T dysbiosis ##ESIE S 2 &
#HME L7 T, UC ISR % FMT 1 1989
SRR DFEBI A Sz Vs BUETIR LD
BEZHEEORBVIGHEE LT 72l
XA FMT HA LN TV E Y, ZOBAIT
B IBD I2x) 3 % FMT 34 it i% C ik B i 1 i 7T
SNTH, FRE Costridium difficile & GHE 2
LTI —EDWHRFERIRELRLZZD DD IBD I
X LTIEE R REEZ LIS o7
Ishikawa 5ix FMT BilChi#dE s L7 EF
VY, RARIA TV, Abha= ¥ —)Lod
PR SO (AFM ##) #4179 2 & TEMT
DERHRA53% Th -7z L WE LTS P, CD
2835 FMT O#Hi513H 5D ODORENTH %,

b+ ORI IEEhEh o
KTHEEESNTWEIERSTanN, F 547
AR FMT % &1EH < FTHHRFTH Y EHET 5
CEiEhwnizo, Mkl THEGELEVWED Z0
PIIRENTH ) HOoO—HRHTHELEZD
Nb, GHRETaNAF T4 7 ALY ZENRE
nNofEoBENME %2 RiGIEd 52 & T,
dysbiosis & & A HEEBWESIN TV S,

EbHYIC

HifE, IBDBHEOTMLTHLPHA M4 v
WO e L7720 TR SRR T, B3 QOL
BHRERICEHE LD OOWRKEETIE L W20,

BRI R TR ZZIEHHER:$ 5 HEERER b 4
7 A% \vo I AR O i NI 3% O AT Bedly o
#H1Z X ) IBD I2B1F 5 dysbiosis 25 S 2127 1,
dysbiosis % 03 & & 5 G 72 e iR item &
LThmb s Z eI,

L2 L7755, IBD &z FERIC AHIUL,
BRBEH A 72 EBHECE L CRES 2 S T
PBTH 57202 IEBNC L ) IR RZ Y, B
—DGWNHHE DA TIIFIT 5 L D TIE R\,
£t% IBD OFEIA - wREAMRI S U CRIKICIE % 5T
TR BRI S, IBD A 5EiET 5 HA%k 5
Z L ERYNCHE L,

COI (Fl##8K)
AR LT, SRS SRR 2
X B

D 2 B BN O & s © oS ke
L LToERE  HANFAAHERS 2015 1 104(0) © 29-34.

2) KHE BB eliEgR L L CoOGNAIREE. WAL
PR EEHERR 2015;112(11) © 1939-1946.

3) ZigE B SEMEER B ORI L IGNHE OBED Y |
HARNEH A MEE 2016,106(3) © 466471

4) Furusawa Y, et al : Commensal microbe-derived
butyrate induces the differentiation of colonic regulatory
T cells. Nature 2013 ; 504(7480) : 446-450.

5) #rIT H AR & NEHEE, IBD B L OVIBS 2B
2 BN OB G- . HARNRMASHERS 2015104() ¢
3541.

6) Jostins L, et al : Host-microbe interactions have shaped
the genetic architecture of inflammatory bowel disease.
Nature 2012 ; 491(7422) : 119-124.

7) Van Nood E, et al : Duodenal infusion of donor feces for
recurrent Clostridium difficile. N Engl ] Med 2013 ;
368(5) : 407- 415.

8) Kelly CR, et al : Effect of fecal microbiota
transplantation on recurrence in multiply recurrent
Clostridium difficile infection : a randomized trial. Ann
Intern Med 2016 ; 165(9) : 609-616.

9) Lee CH, et al : Frozen vs fresh fecal microbiota
transplantation and clinical resolution of diarrhea in
patients with recurrent Clostridium difficile infection : a
randomized clinical trial. JAMA 2016 ; 315(2) ; 142-149.

10) Bennet JD, et al : Treatment of ulcerative colitis by
implantation of normal colonic flora. Lancet 1989 ;
1(8630) : 164.

11) Kao D, et al : Effect of oral capsule- vs colonoscopy
delivered fecal microbiota transplantation on recurrent
Clostridium difficile infection : a randomized clinical



62 BULRRSF 718 1% M6 46  (2024)

trial. JAMA 2017 ; 318(20) : 1985-1993. transplantation and antibiotics for ulcerative colitis.
12) Ishikawa D, et al : Changes in intestinal microbiota Inflamm Bowel Dis 2017 ; 23(1) : 116-125.
following combination therapy with fecal microbial



