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Clinical significance of sulfate reducing bacteria for ulcerative colitis
Kunitomo Watanabe, Hiroshige Mikamo, Kaori Tanaka
Division of Anaerobe Research, Life Science Research Center, Gifu University

Abstract
Ulcerative colitis(UC) is colon-localized disease. Broad epithelial cell damage, crypt
abscesses and accumulation of neutrophils are recognized for UC. Although the cause
of UC is indistinct at this time, there is a growing consensus that abnormal intestinal
microflora would be related with UC. There have been several evidences that excessive
production of hydrogen sulfide by bacteria in colon would be associated with UC.
Sulfate reducing bacteria are able to utilize sulfate as an electron receptor for
dissimilation of organic substrate and hydrogen gas, resulting in generating toxic
hydrogen sulfide. This review is dealt with the association between sulfate reducing
bacteria and UC in aetiology and bacterial pathogenesis.
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HIEAREHEOMMIL20OTIZEE LS

e LU &k #ﬂmfﬁm?®m%ﬂﬂ#bD%B®ﬁW
I » RS EFZBHERELTHWT £ & ¥ L A Desulfovibrio spp. 287 M S 1L %
A A 6 AL F — &R D SAL Y R 5:} f§|J7’J‘ ’T’} L'E“Oi“{”]l] L'Clz‘ BRI, m

Desulfovibrio spp. |2 A & o TW Y, ik

7C ik S0Pk M 7 (dissimilatory sulfate reducing
bacteria: DSRB) & \» 9 #i#j 04 %. DSRB (11K

WIEM & U CAHBEHN AT DWALKHE % LT
%. DSRB B4 54 2 b BR & o bOs i3, HhER I
DNH WD ey, ATEHEK, BT, M
KipgLETRI->TBY, ADOATGE LM+ Dl
TEVWDPDPDDEL->TWAZ LT Ll HLN
TWC, 14, InHAEYS: 7.}:&0)"% THF2Ext
FLRDLIENEDSMEYMTD
Z @ DSRB A* A D [1JjE &JJ}%%‘@?ii‘ff?ﬁ THhHb

T ERHM SN T WA, EREEHI B 2 o ok Sk &

W B O 22 R 2R R G PE S & & — ISP IS

0047-1852/07/¥40/71/JCLS

ZIE LTV 9 B2, =@ DSRB 25tk
5 %% (ulcerative colitis‘ UC) & o B -THEHE
Bl CREIZ 2 > TO A MAER D —DOTH
%;kﬁb#ot.&MML,&ﬁﬂwucﬁ
ML O 2 id & @ DSRB T A iRk A5 E
EAELRWT EIZADW -

AETIEDSRBIZDOWT, UC DMl
ETIHMD NG LR ERAADLZ EIT L.
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1. BEMEXER (UC) DEH &EREA

UCIE, FELTHiBEEEL, U6 AR
IS B KB O BHAH O E AVEIEFRSLY
R (R B e R BRI R) ThH Y, &
FEERBAOG B HEBIX6 5 A (1999 ) &
W IR TV D, HFRERITHEN 20-24 K, &
P24 -29 ik & B WHACIZZ 589 5. UCORKA
EAHTH B A5, UCIZBPIHIHE O N5 R AE
THKBIUFRET A E0 6, BEANATRNE
T 5 GIRISE O RE LHE 7 D b DATFEIZL
WCHEELREZHETWLEEZLNTE .
ITAE, BRI S35 RIZIGE IOV T
EWBERYAEFTETHE->TWA. DF DG
PRI 1 38 e B IR R V2 K3 2 4 USR5 20
B2 RIZISEY»UC OIFN, WEEHIZBWT
EEREHN2ZESTVWAEDTIEEWHEEZD
NTWwaY, F7:, ZOEBIFEEZEMTREYD
CIR R WG| ¥ (A QAN

2. UCOBHE, HWECEHST2HERAF

BOPOHIBHFEAY UC OFFEIZ K E CEHBKL
TWADT v efficshTnid, HIT
SBNTWAMMAE I IEHEE & HRE?E
FTNTWAY. B2 IE JEER & LT, NXod
FPELED Escherichia coli ¥iH3d 5. UC O %
i (4 B1/18 Bl) T ot S 7z &9 % WUl & TR
Wl W 2 bk (28 Bl /28 ) T s iz & T 5
WED2OOWED A HIFRF I L > THHE
ENhEHEINLY, FMBANSERTH S
Lawsonia intracellularis D52 5Ebh /-2 &
bdhb. ZOWIET Y D proliferative enteropathy
DEHEEE LTHOENT WA, SR DOWFZER R
W2k % &, L intracellularis & UC & o3 itk i
KnweEzZoNEY $/, =70 bdT
PEEPE D Bacteroides fragilis D5 % ;7We$ 5
m L bAOENDG, T OBRGMER IZ/E TR &
O DR E T W BB MER T 5.

UCHBEIIBIT 2 M X ORI I 5 HiE b
DY e FIZOWTHRNG L 2w 3134 74 <
Zevy, UCIZZ a— % (Crohn's disease: CD)
b A 7z S AEER P (inflammatory bowel

H ARk 65 % 7 5 (2007 -7)

diseases: IBD) &3 OBk T oMl 14 3 O HE
Wi, B P 2 B AR A M (potentially
protective mucosal bacteria: PPMB) 234 L,
95 I A FEE A O W I (pathogenic species)
WML TV EDEFEZIIIDE, MEARE:,
HHVIEITFAEYFERTELEALT, UCH
L AEREN & OFEM O T ¥ (fecal bacteria),
fic T TUX T U A B 45 S B A 58 (mucosal
bacteria) DI D W THEA IO TE 720,
B 2, BN AER Td 5 Bacteroides vulgatus
A5, UCHEDOKEIT, MH AT LS
SN E DWESD LY. WL, UCB#H
FilEA~ & 78 U 7 SRR, B 213 Enterococcus,
Escherichia, Staphylococcus, Streptococcus,
Bacteroides, . Clostridium, Eubacterium, Fuso-
bacterium, Porphyromonas, Prevotella, Veillonella
DEB/ICEENDEODORAEWORAIZ D
TOBRFOHMHN S, Fusobacterium varium O
UC~DOMG 2R LmLDLd 5. F varium
BEARWAFAE T A BN DS, ~NofifaditEz /AL
72l E, FLTORAEE R < ATTER MY
52 El2E )= 2 UCIZER O HE 25 5
LIRS L E DWESH B,

fluolescent in situ hybridization #: & v #r L
W FAE AR e Rk R A LT, I kT
H I DR AR I TWwAY,
FRIZEDE, MBIZIZEAL BRI L
ThbbWViE7 )7 bPoNEICALR LA, L
BIZFAAFLTWAME DD b, KEMIZHIRE
#Z 5N Tk © PPMB O il 2 A %
Bifidobacterium spp. & IBD @76 Wi C H $hh

bl hblw). LT, &MY, *H
DIPTHEDS L o> Tw . Lo L,

MIEREVDH S E. coli & Clostridia i F4L &
MO LB EAREN TS, B
Lactobacillus & Bacteroides %, % & L7-CD
BHEDOIN—T L UCEED T V— TR TED
LW EPHEEINTWA, BLET, BEONW
W & IERE DM D LB AT A3 2 M #1213
HPIZEALD D o 72 & LT, Z OM PR
DINT Y ADIEDPIFRIC Db o> Tnd & v
VEZNHEZFFL TV AIETH 5.



AW R T kA V2R E O
BRI N DWW T OMNE T, UCHEHE L CD
BE O DS O A5, e A o JE A
i & RN o BH O AT OB L o
AMPREFALZY. 2% D, OB ETH W
F e & L THRAM Z 6 D DOBRFF Y

T a—=7ClMCE Mo G2, &XfE
WEE100%E LTHINT L, EATE
86.6 %, MEAMERREFTIZ84.0%ENHR DD
ML TH-7-DIZ L, CDHBETIZT709%,
UCHEHATIZ60.1% L2k VKM T, HL NI
HINRERHDLEVWIDBDOTHA. F/-UCH
& T Clostridium coccoides group 7%, CD &
T3 Clostridium leptum group 2V LT 5
EV) EHICUCHAE CDBFOMICH, &
i ERIRLEA S - 722 LD HE SR Tw A,
— W, KA 6 UC LD THEH ST
% WHi% &t Bacteroides D #1513, gt 42
BET364%EE%->725% HEAN, CDEH,
UCEHEDIFETITVIND 10%EH & RE %
RN o o EDNWE SN TV L FIIEER
TLHUEVD S.

HH1E, DSRB OB <26 UC EDH
DB ET, ZOUHENGHL LN TV BB O
=D THDHI LM bhr -7 BHNIZDSRB
NHECAEBLTHWLHEEICLD, ZLTHEE
THEEA X 1 sulfidogenesis DEEARIINS 5 &
WO HEIZLY, ALK LR R L oM
WPEAESHETHLEOSNTETWD LI Th
%% Pitcher £ Cumming 5 D#83 TF D%
RaohL l ENTEA 2%, —HM%k
SMEMIEIC L 57 3 /RO JEREE DSRBIZ X %
icAE Y DB ICIZ X » THEA S N AR AKFED
3B D% HALETIE T OBRAL K 0 # ik 23
UCHEE TS 4. KB @z 12k D
BUGE STV BIRILKEDIRHE S AT L hDH %
A, ALK O # ) O B4 Z DT &
A B L, BT EREAIE L NV TOREREDEEALDS
PR =4, Eos5as, #B LMo ik, %
AL LV LD THAH. BENOmILK
Ao, OB OFAURIZ X h 28
b, FLUCEHIHEBEEL L THHZIAT

BN
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W5 S5-ASAIRGIZE N s b L vy b D
TdH A", BE LD > Tw b b Ak#ED
fRdES AT 22DV TIEElkd %

iK1t Pitcher 512, Tk H 7% 4’5 ZH % T
THREREZMDHMNT, UCHF 23 AL AN
16 AOHEEA T, DSRB O @i ¥allse, ik
Hidgochk, £ U CRMEAHEWERE Ol 5E % 920t L
T, IR RZzME L. T XToOBAE?»S
DSRB 370 #f SN TWT, ZORBEIIIKT
HEE LR L AT IS L Tz kv,
WA O B EH T1d 9.4310g0CFU(7.75-10.67),

WM O ¥ TIx, 6.26logwCFU(1.00-9.16),
L TR A T3 6.90log0CFU(5.47-9.05) T
o7z Sl L7 DSRB (2 (X BE5 ) S Bk &
BVHRO 220D % 4 7HHY, BIEZE VT
MYERCRER AL, UCRED30%, fEH AD
UL, LA L, BERIEEA S
R ITCIETED 22 o 72 E 3 L Tv 2%,

B, UCEBEDRME RN S, MLV A
MICEFIZDSRBA Ml S 5 & o iEH
Pitcher 5D 7 NV — T LRl B 7N — 7“0)ﬁ}F}L.
AL EEIN, BEOWRMIZHFLET LD
DSRB & # B & OBMEMEAE SN TnEY, Z
DL TIE, fEHEN 41 Ao 10 A (24 %) 7 5,
IBD B4 22 A 15 N (68%) %5, IBD LISt

VB & O LERIE L RS T O AP 88 A
‘-1—' 33ANB7%)75 DSRBA s CTw 5.
il 5 25E % L 72 multiplex PCR #:12 & % [a] & &5
Felx, Desulfovibrio piger 5% 39 ¥k, Desulfovibrio

fairfieldensis 73 19% % L T, Desulfovibrio

desulfuricans > 1 ¥R T V), IBDEH NS D. piger
A HE S DS (55%) &, HEHEAN(12%) %
[BD DS 3 (25%) & D IS wiv & v 9
fERER LTS, DSRBDOZ OHWIEIZBIT 2
ZHZOWT, HILVWBRE»ORFHL X9 &
THMRIEGHREM LTS

3. Dissimilatory sulfate reducing
bacteria (DSRB) O &%

WA A RSO »r SR T+ 5L, D
A % GH i (methanogenic bacteria), (@) fif
%% oMl 14 (sulfate reducing bacteria: SRB) #
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H ARk 65 2 7 4 (2007-7)

&1 SRB O3 (F Widdel) (L™ & b 1)

hydrogen —lactate group

Tty

+ group 1.
LEE (Y LY U EE) &

ALY S

Desulfovibrio spp. (vibrio, 30-38C, Desulfoviridin(+))
WREN A L FEEE e EOMFAET T, KEZFMTHIENTELRNLAT S

HHACHE ] 3 -4 B[]

- group 2. acetate group

{20 WRER 1 L

Desulfobacter(oval or vibrio, 28-327T,
Desulfotomaculum (straight or curved rods, spore, 30-38C,

- group 3. fatty acid group
BEfE & b Ik EBnS
(D incomplete fatty acid -oxidizers
HEACIRER]  10-15 WEH
Desulfobulbus (oval, 28-39TC,
(2 complete fatty acid - oxidizers
GRS 20 R

Desulfoviridin(—))
Desulfoviridin (—) )

VW IEIRR = LS %

Desulfoviridin(—))

Desulfococcus, Desulfonema, Desulfosarcina

LTOR, BT 7 / BeEMis%
fisiOME O 3D 7 IV — T IZHHETH &
NTE&AH, INFETEFMWIZHLELIZNTE
7z Bacteroides, Fusobacterium, Veillonella,
Peptostreptococcus, Finegoldia, Micromonas,
Clostridium 72 K\ DIV —TTH 5. DO
WOWTORERFERH R S ONEIZ D v, B
e, MEES oAl & Wi R TR & F DA D
SR, ‘IDODIHDIZHEMNTLIENTES
A IBEEIC LT DSRB i, MRS 2 FIH L,
FALIY I AV F — 2 15 L FAL R e AR 5 ol 14
T, Lo BE T, Myt 2 R EHEORAL

Ktz AT A Z LIS 7zAY, DSRB I
&, KRR L s W& SRl & % e

WY LM CH A DH S, fiEOMNREI
Desulfovibrio 33 V), % \Z Desulfotomaculum
W& %%,

a. Desulfovibrio (X 1)

Fhlr A L wiRBRE Tl Th L. o-
Proteobacteria D @ Desulfovibrionaceae (255
R3ha ARWEAEFMICE HEREDOH
T Ak & - 72 Bilophila wadsworthia & ¥
Vi, 77 ABEVEOE L 2ARR T, WEAAT
LHWHEAZ VA, WEE Lo VHfibd 5.
Desulfovibrio piger Tdh 4. D. pigeridH—>T

Desulfomonas pigra \2 3B SNTW/-HTH
Y, IhoOMBIINEREYBILT 52 L25T
&Y, ZOLOHBILHOBILORAENEY L
L CREMZ A9 5. AMlliZix, FALERE) Y
v (BERE R CliER) & 2 b 7 a— A 3 DAFTE
T 5.

b. Desulfotomaculum

W 2 oY S MR CTdy 5. PO,
fivw e, Y EPEDFREH T 5. /ﬂh (3 80C
T10-20 7O FMA, we e, ISR 4. &
TR E LT, K#E, 7Tra—n, Ko
B, ARSI T L. TANVEKEY
Jridblhwv. Yhruo—2ab3%b0ob0
WEVD, Y7 u—Lcxb2bDLdh b,
sulfide (29 2 &2 Desulfovibrio & V) 5\

&°C, DSRB O BRI AT M BT & Wil &

LD HOMAN AT Th L. TDLS Ll

Are LT, & rEiNs s 5. DSRBIZ, it
BRI O L 9 e B LIREICH A a2 B S5

RELTHHL, ARMREKELHTL &
filf 1 e 45 & OB RE HIH K D T AR Y, ﬂ[fﬁféﬁ’iﬁ"
PR B ZHERE D, HORKR i

i%, sulphur oxide, !H‘.-fvfl.f-.%ciﬁi, hTF—=Fv 3:L
EOMEE T GUEYPRAFEE LTSN
TwhZlidi{monhTnsd., REFEEZAT



Fr s ) — X — B

W7 7Y AR EAATIHICE

A LWk
L i ORI L, 2.7 mmole/day & V7w
A5, [”‘]#)\O)J-i’Hi 16.6 mmole/day & i\ &
W U EEARY (ileostomy) Z szl 72 BE T o
;}-'Fff-l}}?;‘ ﬁﬁﬁ-ﬂﬁn RTHLH, METIEBBLZ
7mmole/day OHFEIEAVRE 2 S WL S I 5.
L724%5 T, 7Tmmole/day # ¥ 2 /-t §E 1 1%
WL S b 2 & 7 BRI i THRbHBE NS
&, BAFIZAERTY 4 DSRB O 2%
RE LT ZEDREIZR D, T4bb
MR OHUL, & To DRSB 2 & 2 Wil

fRIE S o fE 11 (296) 1341

1 Desulfovibrio D%
WREE & Sk A GO T oI,
a. Desulfovibrio desulfuricans
b Desulfovibrio fairfieldensis
c. Desulfovibrio piger

DOMEMHEFTH 5., BEAKRLEMPIZET N
HWEEE O L 5 % ‘Wb 24 R P OB @
E, B, B LA T 2 (AR A
F ~ :sulfomucin), ffEIas L2 T, 3~
FoA F o X9 2 NIRMEORERE A°
Ay 5. B LR IC A b:fL A EX W IRADL IS 1] )
EANKLF P EREEICEEL TS Z LT
H Lo TWwALHRIETH S (Kent PW,
Marsden JC, 1963). %7z, ANKALF DA
Wk ALDRFEE B D@ TE L, T4bb
B HE THRb MW EbbhoTWwah, £
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LT, DSRBIZ X 2 NKYEDmEEHE D FIHI L,
llw NI ST 5 Bacteroides spp. @ & 9 72 A
=B hRL Y, AWK LTRSS
RLTf:nﬂl WEDOMEFERIZE DT AL 2305
i v L?"gt A, FIPERNTH DSRB O {1k
HETdH A5 LI b 2 fliE oo 47 BRI,
SHRNIEED AL ST A, WIEAR 7 v MO
VAR R A%, F 7o Sk HIRELS D A VR A
F oA EFENT D, L 0D 35 B o B 155 S it
JEIX 0.3mmole/l THh A w9, F72, LIFEAN
Wi, AWKRLF R TEDLANT 75—
Y14 4L yHEREOFAEL MO TV DY,
R TG & 0 IEZRE S 7wl b sl o) Bt
s 2 &, mm?ma;nm%%
MGEYED H HILKEIC L D, KR, <7 AB
L0t oL i iﬁdb@?ﬁ%mwa«m
pmole/l DYEE THAEL T b,

4. DSRB OXHES E L TOWILKFED
BMEEEIC B (T A EETEE

s A5 PN D FERE D - PER T b A KSR T

@/s)r‘m U)t‘if*“ﬂ:ratzalfrwv#‘v—ti. fiillks o I
I L R T AN F—-DEBB L E 7@%*
{“'#fr'"{). \_@ﬁﬁmMLfDlﬂi-&r%ﬂg*dx,

TELDHMALKAETH 5D, #i) ‘»}'@.I‘.B’éﬁiﬂlﬁﬂ (2
HANLBEDRRET WG, A 4 > DWW, A F
/nm WﬁWﬂi%&WWVMWLTM&m
T, BEME Gl AshEsds X n &, #5RMITH L
B D 730 —ﬁ“ﬁu!zf)‘ﬂk F3 A%, FEpEic,
UC DIRIETHEREO LAY L CHF STy
HZ LMo ETH L, ALK L LK
BE LB > 2 30)  — BERE O, I R 1T
P O BL% (translocation) Z HESHIZ L,
FERTIETUE M D 20 X9 ZePulii o L,
D SAE IS SR T LR D, T2,
B R AN LA T PN I g ds s v b &,

WA L) = 2 — T WD+ 4 7 IV IEhEEL =,

s Lo Wit E AR IR A ES
HEPE b b % & 2hTn 4.
It S IS O 2,000 pmole /A5,
75 %0 FEVE O 5 s 0 B O L o BN I X O
SR 2 B A, 43 % B O EATHRIE O

H Ak 65 % 7 5 (

2007-7)

FhEkoyo e boan /44 b afiH
U 7=l CH & i 7 F 72, ffENE
Lo i DO NEF (X, sulfide>methanethiol>
mercaptoacetate DN TV Z & H bh o Tw
LY. ZLT, WEBEL 72~ A DRI A B
W72 i FE 0> NaHS i3 % &, FARAFYI2

TR M= A, O, 707 Mo
EARDAS N, HERAONBEATE L H9D
Mo Twb, 2o, wibKEOWALEY O
M4 A EEcOoW Tk, Y b a—245F
#&Vﬂﬁmﬁﬁmwm.ﬁmﬁ®95ﬁﬁ%
S L1EH, R4+ L OREG1EH, 3
TN R Y —EOMEIERZ S h
TWa", HHZ, E, WALKFE DM
ZonToftimbbo7z. 4707 —
T v A 2R L2 (sulfide) %
: & single cell gel electrophoresis (SCGE) % JiJ
V72 RAL Y o Az - aEtE (genotoxity) & B A
L 72 4, fﬁﬁ‘ft%ﬁ" CHO ¥|i”]"1 i'%Cl/') 368 o7

S TWh,

%, f;','iﬁ,‘-[’.ljf‘ SCGE assay ;2 T #i]ﬁfz\—f HEtE A
"'E'a”ﬂ"’ Lo zhy, DNAWEE S LoE
SCGE assay R Tl, & FO#EBATMES N

DALY U ETa 5 200 umole/l L9 #EHET
genomic I)NA 0)31’-; S i3RI L2
Vo) EERASEAE R IR TwA. £/, CHO
Hilg & 0 b &z |”4 IFEVAs, e hoao YA

P 4 > (HT29-CL16E) Th, aifz 51l
B L2 T, Na.S oI U7z
&f%ﬂ#&%néawmkﬁméﬂgwé.
DX AL ARFEIZIE UC OFH & 74 b 144
WA MD > TWDHZ Ehbhrb.,

S TG o NN & € ) = A € i p29 9B 1E 7 1S
fiidt> > Twd, HBoORE FHEE7 ) 7 i
EF+ =N AFNV 7 A7 T — ¥ (thiol
methytransferase) X I ¥ — 4 (rhodanase) 7*
AT A, IS OB IINALACTE O g (2 [

HlLTwhEEZoNTW, EEDMIETIL,
o ¥+ — YO N HRACKE OS5 5 E
WLRHRETH L EHESN TV DY,



bt ¥ 1) — X — BUCPRF 0 10 (296) 1343
LT, ALK RE: 5 X DML E L

5. DSRB D4 HEF

DSRB OWAF I8 04 e A b &, il
WX D MY TS v, DSRB I, RS A
v v HH 2 e AR O JER AR TR B
&R E O B KD F o 1,000 f5 LA L & B THEE
PUTIAET B DY, A 2 % Ui s h b

R TIE, /gl T hnwZ &yl s
NTWab, ZOfHE, KPEERCIZEL R

SN TVHBI% LIS, DSRB & X% ¥ ¢
RO RBZEPEEL TR TWD I L &RIET
LITHCH A v, RSN T, WilEE L )
MRIE& 479 % L 2% Hi{Kk% DSRB 27159 % 3
EZIMA A &, ALK O PEAEGEORMAE Z
D, B A Y VEAEROIT AR 5. F72,
AARNTY, EERCRERE 2 mT 2 &, ik
OFET A YV EA I OWA L DSRB O K42
RS L, RSB Y O M5 1D T
A 2o s, 0%, AHCHRAEE
RN 5L, Ao — A Lotk
HOPEERIZ PRI EIM L, SRALACE PEAE it
AP L B L, FORSBWIARREL,
oo APk, AT O S0 A LAkl o5 IR
HHBT 5 LAbhoTwab,

FAHEITIL, Bacteroides SR BER L & LT
fili | & #L % Bacteroides bile Esculin %& K K%
Hh % T, B 0 3EAE 42 Bk 32 Bk (76
%) 6 D, pigra S EES iz L OGNV D
AH, HWHEITH S 72, BIED Bilophila
wadsworthia 3 FNTOIFEENDLH 5. K
i, FHEOHIEZ, DSRB A T 3 458

PR RR MR o 2 A L TR 2 17 - TV 495,

FEMR AL TV A X ) OGRS 12
AND A A6 4 AIZ DSRB 2 53 i 15 12 55 5
HI WL F, W AS A2 AN

SRBAA L TWA T L AW pEETHER L 7-.

UC (2R3 2 K 4, 15 BEITE 1y 45 s D B,
a5 HMOTHESILS B EIZ30-
50 % > B E T ke 2 2 LR AS H 0 9290 (I iy 3
92) O BRI F 7 R L ol s BE S A R D RS
FEBICIE, M EROBED R WEEM S L i
WEAE L d 5 A% 1IELL LB D 7 i g L 729 Bl

RS TH 2 2 Ly s hTw
HY. HHB B OKEET S 2o ol 38 5 i
DREME A da <o TERIN L 72Ktk & DSRB 3%
PSR D S EEEEL TV A,

6. UCOBMETILELTD
DSS @AM X & DSRB

UCOETFIVE L THME N dextran sulfate
sodium (DSS) -induced mouse (rat) colitis 73#
. fRERPIZDSS MR A Z L2k, JEER
HPWIZUCEERIHFET L LA TE DY,
IRHDOEFMITBWT, SEIE B MR A
VeI T AH Z &AM Y 2 FH 729288, N
HH e 2 BUA A TIsfili L 72 2B KL D e
NTwa., F7:, DSS#EELG Iy A, /2
AR TR EN DR 20, (W PEERSYE R
WOMUR N BT A PO =7 =Ll T
Pilbd 45 Z LA TH L. LA L, ki
YED 77 2 B PR T R0 il Pk RSP 0 K B I L2 T
W 173 8 % DM PERRAPE B DU 23 70 v AR
Tit, TNHDFRAZEDOL T EIFTER .
WL S - WO A ba=y -
IRSEPED RN X HJEMEDY, wtE P& ek L,
P SIE LM R ERITEEZOLNTY
Y, LaL, TOEFINTORBIRIELED A
= AL DFEANIKIRAY TH Z705, ZDEF
WAZ BT % DSRB OB 52 DWW T OWFIEASH B
LT&7.

INHSDEFNVED UC OEYEHIZ—F L
T, TOHEONE MO R AN ZEALH F 5
B E WD WM S B, Bacteroidaceae Ty &
L7zifesdtE 7 7 A BEtEmoBInTd 5. 7 HIH
D 5% DSS % HFHHEKOIES L 10 HIM Oz
WK E2 1Ao7 nEL, 5147 vew
AT S LI X DAL 2RO 22 B
VA BN T, Bacteroides distasonis &
Clostridium spp. DATE L BIMAIH - 72 2 LA
s TwaY,

72, IBD OFEREIZIE, BB - E A 120
(ZRFBEL Do TnDLEZEZ LTV,
1i OB & WPz & BTN o 1Y)
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HBOEVHSIBDORIEVBE SN L EDK
;Jéb-.i% MYEZ L5250 E W72 b V<
B A, BIETFEREICEDERI AR
ﬁ%ﬁﬁﬁ%@/vﬁ?¢b7¢x¢bﬁyx
Va7 AHRFEHERIEYERIED A
t&ﬁ,;ﬂb@}k@%<mmmmMTfu
FhE L s, ZOBREISENAER T 550
FEINE D RN AW E TOMRMERIEIC BV TESR
A H o T b LT S A IR a fEft L
Twa, IL-2/ v 277 b= 21& UC & [k
DIEER), WKL EET S LWCCD%‘:H
DRIEX MRS 5. LarL, Yr—4a71)—
REETIZIBD 24 Uevy, EZ2AH, ARy
2N 7 ) —=RETIX, =7 AT 2
AN MBS R E MR T A K Ik
%Y. IL-10 K~ 7 ZAD5 THE PO L
WO Twh, BRRNTEEBEREZAEL 2V
A%, Enterococcus faecalis %° E. coli O WAz 5-12
LB RS S, L L, B. vulgatus, H.
hepaticus, Clostridium sordellii D¥25- T35
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