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R BR AT SRR B &
IR REREAREEN T EE (EREFER NPT EE)
SHEBEE

~NY TNy E— . vr Y b OENRE & OREERICET AR

MEoEE #HE

53

BRI

WEEmIE KiF BF ERKREHE

WMEHE KB K

MAEE :

BRREEBY L

~Yanyg g— - v'a ) (H pylori) DEAORIICEY B MZBALTHLL
EFERICEELBREZHET 2BRBICEVNT, OENEE L VB2
T TWB DT DOWTRRET LTe, H pylori 139 B8R KIHIE T 5 Streptococcus
mutans 72 £ O O ENME & FEFICTRVEEMEZ R L, 2 6 3RERERREIC
BWT H pylori DEBRIFFEETH AU LT —EBORHANR LR L TWEZ
EBRHLMNE IroT, LLEDD H pylori D5E DY BB, S, mutans O
£ D7 RENAME & HE ) 2 & T, RRMEDRD 5 D FTREMEAS IR S

7‘4
“—o

518 =Rz

H. pylori IZBMHERB L OBHEF X%
BETDHELHICBHHEEEBED
BRERFBLIOBEDOI R 777
2 —Th b, H pylori I3HFE, VL7
—¥, ZEf{tFEFE (VacA), CagA i
& O Cag pathogenicity island 72 & & %
SERFEEFER L, BREICSA
7 4 v DIRIEEIE 2 R L CTIETE
LTW3,

REITRORKLETLZ L1E, 1ZEA
ETRTCOMEED—KLIZEXT
hd, BILEETIMETHHZ &,
ZLTEZECHEEEOAVO TS
HAELEEEYM THHEBIIBNT
AEPBRHE I, Z ORELSTAEK
NTIEAEIIRE I R2WZ 8%

A.

DEETH D, BREREKIION6O,
EHEPOANBETOND, AERA~D
H pylori DIZATH 2 L b ERTH D
EEZOLNDDIIRNLTF~DEE
BYRTH D, FEE, FITHPKR
EDKREI LT T, FEAN (I
W DEER) - REMR - DEEEE
MEER 72 & DIKEREGL 72 83| JRYARF
ELTETLND, LLRNLRE
M COEEICE L CTIEZE O BEMHEIX
BWewnd RENK/LNTNS, 20
Z L X% < D H pylori ek, /NEHA
ICEZ VLT VI EE2RBRLTNS,
BORRRTHL/PNEHTIEX, ZKAPE
® H. pylori DRATREIGEDLIL L T
LEH>ZTeBEBEAOND, —FHRKAME
WCITE Y 72 H pylori BEEDNREYLRL
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SMATIHERIND DD, —EREYEA
RILTHEBRIZBREIND F— A
FIEFEICEN L 2D, DNREIORRY
BWTIHEHRE L EBICHBOWRR
BINERRATEZ L TERHELT
BBAENHDHLDOD, TNHEEV K
F72 H pylori I(ZBREWBT S &7
SEEE L LTHRET2ETEAESE
RELKT S, 25 LERMELY H
pylori DEEREIFFHIZI2HETE
WO RERRBEDN TV,

H. pylori DFERRGRHITH D 2
& WD BEEIIE, OEERNIZR W CELE
BHHAEZ 0, AENOMERE IR
DX DR EERD, ZRETAOKE
WNIZIXFEE LR o7 ) BREHE
HERREMES DENICES, R
THRPTH D, OENMEILT V4
NTT—7 LRI EHRICRAEK S
N5 X IICHEFICTEBELRLTVE N
SMEER OMENSHFEL T
Do & BT OMERN OBA Y RYE
DHLWEEAL LTS T T VA
RILUENRB I, AEASA T 41
LTRGBS 3 D R R DS S 3 &
SNTETWD, T XL F 7 40
LT 5 BhOBE JE R FEIE D FFE D AT
b7, —ERDILB NI HEE A O e @
CTRIE. B1EH. £ L CHMEIOER
L, EDRETIZEBIT 5 FHEYYE DO
EIZBELTWAZ ENRTRBREINT
W5, EEE, WERRMEIIERES,
FRIR ER G, FEIRA R E DR HHRBAD
FERERSoTNBE I ENEIHES
NTW5, DFENMHEIXERE &I
X TBERNNERMATEILDOTHD,

H. pylori B ORGET BRI, Dz
WHIE & BEEREDL LIEIANA A7
A VAT AENTCRRE L 2o T
TOREEHELLN S FHFRNICBET
5 ERSHERTE D,

H. pylori DFERERFD 1220 LT
—ERxbiFond, v LT —EIIRE
BORTHILTT VEST REE
L. BBZFMT22¢C AEDH
NADEEZEZFREE LTV D, BT
EAINET VE=TITBREREE
ER b FF0, £ Z TR TIT O BEN
FE DS H. pylori D7 L7 —YFHBIZ
EDOXINREELEZDMCERY
& T, in vitro {2 BT BN 21T 1=,

B L RS

1) HEEEK  BARANBED H pylori
ERPR Sy BERE TK1402 Bk 2 L7, 1
FENETEAME & LT S salivarius
HT9R. JCM5707 #K. S. sanguinis ATCC
10556 ¥k, S. gordonii Challis %, 9
BRIRKIE & LC S mutans GS5.UA159
PR, S sobrinus 6715 ¥Z&2EH Lz,

2) HREERER : H. pylori TK1402 #R$ &
O HENME D@3k % 1x10°CFUIC %
5 2 721 . BHI broth IZ 7% ¥~ L&
EINZ I B WD T REBRET
T, REIEE Uiz, 24 KfEtR, 3Lz
TS U, HBEMEITEERD
WRIERE D EE D A600 1B & FFHE L
TR D A600 DIEZ FAWVT, #HEX ;
Aggregation rate = 100 - (_=¥& A 4600
1 / BREH% D de00 fE) x 100 1T TK
L7z,

3) Real-time RT-PCR : H. pylori Ejh
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THEEE LTZIRER, 38 LTS, mutans GS5
& FHEREE S W TORRBIZR W T Total
RNA % $%H L, Reverse-transcript it
1To T, B b A7= cDNA % template
& U wred-specific primers pair (Z T
Real-time PCR #1T o7z, [RIFFIZ 16S
RNA ZBIET D Z & T, ured PIEE
(X 16S IRNA (2% D AEXME L L TH
L7z,

C W FERE S~
1) H pylori & EEEERED TRV O ERHE
EHOAZ ) —= 7 SEERBR LY
S. mutans GS5 ¥RlX. H. pylori TK1402
PR & Aggregation rate 96% & FEH 1258
WEEMEEZ R L (K1), 61
S. sanguinis ATCC 10556 £ %
Aggregation rate 91% & JRV N FLEREENE
%7 LT, S. salivarius HT9R BE2S 50%
&RV VEEME T R L O ERRIC
DUNTIE 20%F(114 D Aggregation rate
Thotz,

I B EEEARREBIZIT B H. pylori
® Growth DIRREZFAB7=DIZ, S
mutans GS5#RI3 H. pylori TK1402 #5335
X 'S sanguinis ATCC 10556 #£ & H.
pylori TK1402 #£ T O ILERERIBIZE
5 ENENDE B EERIEIZTH
E LTz, 5 & H pylori % S. mutans
GS5 £k & OILEEEIRIRICIH VT 6 x
10°CFU L~V DEEAS, S. sanguinis
ATCC 10556 #k & DILEEEIRRE Tl 4
x 10°CFU L~V O BB HER T 72,
2B Z DEED S mutans GS5 #£1X 3 x
10°, S. sanguinis ATCC 10556 £33 x
10° LV OEHTH o Tz,

X 1. H pylori O A EEE O 5

Apgregationrae

o8 & 888 8

i
HISR  XM3707 4715 Caaflle G835 UALSS ATCC 10858

2) ILEEEARARIZIS T B H pylori 7 v
7 —EBRELOMER  IRIZ H pylori
TK1402 BREIMIZ 1T 5 ek fEds &
'S, mutans GS5 1 & O ILEREIRFE I
Y Total RNA ZH:EL L. H. pylori 7 L
7 —E DB FIHELE Real-time
RT-PCRIZT, UV VT —BRENT T
A~—k%y bERAWTHR L, H
pylori K52 /)72 16S IRNA F{LD 7 F
A~—%HAWVWIZETRNA LD ERL
7= H. pylori cDNA EZ1ZHE LT, &
REDAAFT T 4 NV 2REE T
VERAE & B L TR 4 < v
T—ERBHELTND I EMNHALMN
Lot (K2),

(2. Expression of ure4B

Relative gene expression (36)

D BE
H. pylori 13 HFA B DK
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BELTEY, Th o BB IRE%
L7ZRWR Y i3 — EZIK%%%P"J R b
BT 5, 2D X5 RME O BREA~D
EE B, FOXOREBEHET
HDh, 9 LEHRERIZONWTOE
FRBORLRLT, BT -18F T
B5 072 8L R D> & OBFFEICT K BELIoR )3
BT3B, H pylori D EE /Y
R Th 5 25kid. DERNREICRBW
CTIIHAEPEZEAORFHEERD,

FZTZ 9 LI AENMTE DS H pylori

BRIZBWTANLOEER2E X T
WAFEEENRZXLNDZ L, K
EHOEERMRFERFD1>THLHU Vv
T—EEZFZ—7 v & LT, HENME
BARIETHEEBIZ OV TRHNET-
Y

S. mutans GS5 #RI3 H. pylori TK1402
BREFERICRMWREBEMEEZ R LT, S
mutans 13 b EERBHFEEE CTH
Do AENIEABREICEERE TE D4
ETH Y EHR
DFE Y EBBHL LRI BRI
ETEH XD n, KE L H pylori
DEBEFHIER>TVD, £ TR
B & OBEERRBIZIIT B H pylori U
VT —EREBREFNDL & B oR L
B L CHEEICE WY LT —E R
DRER TE T, H pylori 17 V7 —%
EEAL.FNLIE FOFBNIZBWT
B ERAMBEEEORZLZFIALTT
YEET BBV T, T EETIET
NAVETHY BBREFRTAHZ L
THREDBBIIFECR NS, R
ELTEREITIERNE W) MR TIZE
WTEBEZFREE LTV 3B, DFY

IZITEZ N TE R,

S. mutans & D ILEREIRREIZIBV T,
vLT—EERAIE ERELTH
NERE~OEE AN EH L TWAH
BEMES TR SN, T H pylori
D% NGy, M BT 2RI H
ERAME E W, 22Ty LT —F
BB EASEE FRELTBEAES
R ERLTND LW BT ARE
oD BAEVLVT—EREERD
AT = XA LORER, 18 X UEh G
TN RN T 2T > T 5d & T
ATHD,

HEEIAR LD BBt v o
ARG EETHT-OOROTH
D B FENC S IHEE I ITET 5 &
) RETEOFETEMENER L TV
%, OIEICEET 2 MEFECE OB
WL T, HER, AEOBEHRE,
KAEFIOTERE, OERBOFE,
EHEEL L DOERBEDOHRNS
NTETWBD, L LUHEOFEEN
T00 FELL Bz BZ & £ 6O
HOEBHELICEL Z &7 EOHE
M2 b4d L b A ERHE OSFN
HONZENTWB DT Tz, 0
FENHITEE O FIZ T TR RS R AN RE
RHABEOFELTWAZ LD, HEeh
JRIKE S. mutans & H. pylori DEELL
ST H pylori L3RS FBEIERAT S
MERNFEELTWARREELEZ D
N5, SHIZEL OREE, FICEF
BE &I THE R EIE R0 R
BIEDOANY OIEAETH B, MEE &
BT 2RI OENME & e
STNHI ENLYH, ZHBMERMT
AL HHEERARH > THEML
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<2, OBERNME & OEERICK
T OMMIE A~ DR E LT 5 L
T EHLWEHAEREGLND NS LIV
W FE 7 AIENME Z AWl
—h —DRRHRR, BT EORF
R EICER L ARSI EIN S,

E l(‘lzl %‘ﬁ‘%

* H pylori IXOENMETHH S,
mutans X° S. sanguinis, S. salivarius &
VYo T AHEE & TRV M ERRE M B RO,

- S. mutans & H. pylori O ILEERIRAE
WZBWTIE, H pylori EBIhESE & LhEg
LT VL7 —BOREEN LHF LT
7o

- S mutans & H. pylori DILEREAREE
ZBWT UV RAFRN~KRETHZ &
1. H pylori B&EE L HE LU TH
pylori DEFMED EFH LTz,

F RERfEE

L
G RFoE3s 3R
1. fRXHE

1. Yonezawa H, Osaki T, Kurata S,
Zaman C, Hanawa T, Kamiya S.
Assessment of in vitro biofilm
formation by Helicobacter pylori.

J Gastroenterol Hepatol. 25 (Suppl
1):590-94. 2010

2. Zaman C, Osaki T, Hanawa T,
Yonezawa H, Kurata S, Kamiya S.
Analysis of the microflora in the

of Mongolian

stomach gerbils

infected with Helicobacter pylori.
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. ORIEBTCRE, AR - ORENHIE DS

BIETvEe ) HER~DOEE,
% 83 ElHAMEESRE. Tl
224 3 8 27—29 A, Mk
KIBERE, KEHT., fEHE 7.
Zaman Cynthia . # & 7%
Helicobacter pylori D /NA F 7 4
NV BT RBT B BT RBGE O RE
Hr. & 16 BIEAANY aNy Z—
FRFEWES, ¥k 22 £6 A 24
—25 B, B

K WM, R 8T, fBE &
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& EE22ETHA 9B, HR
#HE RN F T 4V A RYE
—REERBEA D=L TR D
BEIEOMZE, BAERIEZS
BEMMEHE (F103EICDEET L),
WRR229F6 A 190, RET T HHRT
by BIR

s B~ Dansg— . vn

U RRYE DERE L ERIR, (LRRE
A<, BAEMSEERTHRE,
FR22F9R 48, BT

Kamiya S, Yonezawa H, Woo T,
Kurata S, Zaman C, Hanawa T, Kato
S, Osaki T: Biofilm formation by
Helicobacter  pylori and  its
pathogenesis. The 33" International
Congress on Microbial Ecology in
health and Disease, 6-10 Sept., 2010,
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BT BRFR R FHEIE
R R EREIEEN L EE (BREFH IR ESE)
SHEMEREE

FEME, b MABAHRE. t b Guillan-Barre syndrome (GBS) #kiCBET 5tk w5 4 —
LERNTER L OIS ) ARAT
- EEE M S DR
SEEEE  LAER FRRFERFRHR

HAREE

Campylobacter REYYE (FETHEMRTE—(L. 2009 ) TEICHA LEET S
25, VEERYLE (BIMAE, Guillan-Barré syndrome [GBS] 72 &) & bEET 3, K
REXEIC C jejuni/C. coli T, EIRIZ 1 AT H>RVWEEELZ LB, SRV EEME
RY, AR TIL, C Jjejuni/C. coli OEBNESHEETRR. BE T 5 BEAGHE A48
EER T U, BN 20°CTIEE Y. AR (37C) /HBRE (42°C) THERE
PEE 0100 pm/s) L7z, BRI OEWHIE BRI O ETEREE & M S8R
L. AMERNRIORRZR D TS L — K& Uk, REEE 2 o< Y HI B REE
BFETE, Z D& E% Campylobacter high—speed-driving unit (CHSDU) & 4.
BEFH - BERCFROBITEED T3, —F, GBS #k (Penner 19 &) Tk, f#AT
L5 BRD OB 2HMBELTAET, £05 b 1 FRITEEBMEOTHEERK. b5 1
IIIEERME D EREKR ThH o7z, CBSHRDS /) LR DT B, LUk, BBRE
T O BAFE R & EEIEE D Campylobacter DIRFERF THH EEZ N, BiE
HEE) A FIEEIC 3D CHSDU & 281 5 2M2 Lz, —75. GBS @il CiliEEhiE, FpEE) D
ESHAENRIEIZ L VEET B EHREEND D,

A BFFRER)

Campylobacter FEYLFEIIBADIEEIZ
HoTHBMLCERLREFETH D,
Campylobacter R EIT% < DETHE
NEL, bPRETOREFKTHD LY
NERXRTRBERET IV FICL5ETE
2 E | 2003 FELURME MR TE DL
ZEHD (2009 ),

Campylobacter [XEBDBEN TILEAE
BT, BIZIIREEETRE2, B MO

BETIE, HRShEBAREEROE
B2 EBK KETH, BEEfo7
MmHETH, B 2RETH, S OITE
ERRRME C & HEMES Guillan-Barré
syndrome (GBS) 3» AV X Miller Fisher
syndrome (MFS) #8555 L ndb b, %
FIIEDMER! [Penner heat-stable
(HS) serotype] & BT 2 Z L REV,
BEEREXEIC C jejuni T, C coli
LS N D, &I/ T ARMEOLYE
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AT, FIRIC 1 AT OHELZ HORE
HHE CTHWEBMEE TR T,

Campylobacter IZRAMEHME & EAE I N
TWT, C Jejuni OHEBHEDRAR
BCTEERBHZEZTHLELOND K
IR oT& T,

PERDBFFL T, LBED C. jejuni &
C. coli IZ2WT multilocus sequence
typing (MLST) (2L % ST BUBIMEAT & 3
NVART 4=V RTNVEIIKENAENT %
AL T, O FEFEMIT 2T o7z, RUF
FETIX, FEOS FEFANMERARNT %
ToT=BREED C. jejuni & C. coli
HIZOWTRIEF TOEFREZ T
BiE 3 % @M A s AR L7, 7R
FEQ@RIFRIZ GBS HASK C. Jjejuni BRODES)
P, EREEEET L,

(A) C. jejuni

cose  Bouse

stge  STHES
$unds FE

Fig. 1.

B. WFEHIE
1) &k
FAEE 1. BRHEE C Jjejuni BLU C
coli ODEEMER L OEETIRELRE
Tt 1 D FEAT

2001 25 2007 2T TTEB X
OHECTHBEEI e NBEREBEE C
Jejuni 3 Bf (ST42, ST545, REA) BB X
Uk MBREE C coli 28 (ST4059)
RV, ¥£7=. C. Jjejuni ATCC33560
RV, EloRRRE LT, EERT &
BFIAMEEHRENTIZIX Campylobacter & [A]
RICOFAETHAI~N) anyg—. ¢
2 U (Helicobacter pylori [CTM]) ¢&
2V Z & (Vibrio cholerae 01 [EO08
#k1/0139 [T16 K1) %AV =,
RRRE 2. GBS FA3KE C. Jjejuni OYEIRARHT

Frig

ot

OHPEBLINZA ToBES =Bzt FiF4K. Guillan-Barreé

syndrome, B LOFEHED C. jejuni (A) BXWC coli#k (B) ® ST HLSIRI
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1997 FIZEMT ORI b5 S
7= GBS BREHIE C. jejuni 5 ¥k % R e,
ST B DNERIE ST22 A% 2 BE, ST4051 73 2
BR. ST4049 28 1 Bk Tdh o7 (Fig. 1),
2) EEEREAT

10%IMmyE (Fatal bovine serum) 7 L
AN—+r AT a2—V g (BHI) K
s CER L, EBRITEEZ AW T
fiRtr LTz,

3) EFMBEART

C. jejuni % plastic coverslips KT}
HEp-2 cell IZh5E « R XH, ¥ —
NTNATe REARAI T ABBCEEL.
ik, FERREBREITV, @BAEL
Yo Fne Lk, b7 VTEERET
FWEE (SEM) ZAVWTEHELEL, Bif
BIEFEEMEE (TEM) fEMTAICIX, k5
DAL IRE L % EPOK812 JLH L, 4B
SR Li-%, BV S=U L -7V
FRgn THua U THEATICHE LTz,

4) motABET DT T AX—fRHT

C. jejuni @ motA BfsF DEEEF| %
HE L MDOHIE D motd BIs+ & LR
Mr U7z, FEHTIZIX GenBank (2B &k =i 7=
YLERT (NC_011294), KAFHE
(NC_002695) | 57 &7 U 4 (NC_004605)
C. jejuni(NC_009707). H pylori
(NC_000921), V. cholerae (NC_012668)
D motABILF & AV ic, EBLS| DO T Z
A A2 MX ClustalX (version 2.0) #H
VY, R DOFERIL TreeViewX (version
0.5.0)

(http://taxonomy. zoology. gla. ac. uk/r

od/treeview. html) ZfEH L 7-,
5) C. Jjejuni GBS #k (ST22) D4 /) A

AT

Yuta{k DNA Z¥EHL L, pyrosequencing
¥ (assembler software GS De Novo
Assambler version 2.0 %{# 7= genome
sequencer FLX system) THEHT L 7=,
Mummer software - Cav 74 7%
BEED 7 ) AEEICRL L, YHEDO S
S AEWE L (AT a4~y T alE
5), Open reading frame (orf) I% silico
MolecularCloning (version 4.2) #%f&
2 THER LI,

C. WrothsEE

PR 1. BREE C jejuni BLO C
coli MEEMEF X OBE S 2 BHME
{1 E D FRHT

1) EEWEREAT

ENTICH W €. jejuni B X ONC. coli
DRE R TOEEBME L, V.
01/0139 DFA L IRy, BEICL-
TEELL<HIB I Twiz (Fig. 2), I
BIRE (25°CLAF) T, H pylori ®
BA ERBEIZ, C Jjejuni BXC coli
OEBEIWEIT 37°C (AMRIRE) LHE~TE
LLIET L, —HTH pylori &£ix#
20, C jejuni BELOC coli ITHE
IR (42°C) TH 3TCOHE L RERIZE L
<EE) LT,

ST CBIV 2CToEEEE T C
Jejuni, C. coli & $1Z>100 uym/s ThH
-7 (Fig. 2), ZDEEIX H pylori
X2 V. cholerae 01/0139 DFEE (70 u
m/s Fif%) % kE-7=,

cholerae
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100
A C.jejuni
L\I O C.coli
80— \ I O H.pylori
\E B V. cholerae
& 60 -
o
33
9
o~
L
:§ a0 ~ Swimming speed (um/sy at 37°C
§ C. jejuni »100
C.owli 300
H. pylori 30
V. vholerae 86
20 —
9 { i ] |
20 25 30 s 40 45

Temperature (°C)

Fig. 2. Campylobacter jejuni, C. coli, Helicobacter pylori, ¥ X Vibrio cholerae
DIEEERRNT, 77 71 0EEBMEEZ R LIZEROEIS %) 2RL, RiTEEEEL2TT,

2) EHMEICRIET R EREED
fiEetr

C. Jjejuni 25X C. coli DEHE
Wi, BIEEEE o< D I RERRE
ENFEE L. (Fig. 3), NIEDORE (GE
BIERENER) 2D REIREES MO, Bk
mTr— MRIZCBEAE, £ bEES~
CHEEE o T2, ZORVEBERE)
G, SMEO R ORI AL
B L., 2OBmIZITICHFET 2RERD
y TEREE L — KRR LTV, 2Ok
v ERBEIIESN 38 nm THX UNNIE
THERINDEEX b, C jejuni
& C ocoli b OEENCEE Lz EFED
wmoE & %
high-speed-driving unit (CHSDU) & 4
& LTz, BHRICK o Tid, SEZ -7
CHSDU M2 DRt L, HFEZ o7z
INSRERINEE L LB S (Fig

Campylobacter

4),

3) motABILFDT T A X —fFHT
MotA |IHME DHEEE— ¥ —DEET
EHHET. B4 Fr xR L,
HET—F—DAF UV HEEZREL
TW5, C jejuni @ motA BInTFEH %
RE L, BESH M #E B RO HERER
F 721X Na' BRENVEL D motA BT DEF &
WLz, 7727 —MITORR, C
Jejuni @ motA BicFIXBEE D H EFEHRY
F I Na' BRENIRL D motA Bin+ L ITE e
57 7AF—IZHEINI, —FKFT H
pylori O motA Bt &7 T AEZ—%F
B UT=D, H pylori &b RARBEH LW
BATOBA T F ¥ XNVTHDZ
ERTAEE T (Fig. 5),
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Fig. 3. Campylobacter jejuni ATCC33560 ODBISHHE AHEYE DB ERIE MR
¥ro A 3L B. Campylobacter jejuni ATCC33560 DB E@AE TFRMMEEME. B IX A
DD F Oy EERLIZb D, BEAORENIY v 7THEER2 TR, C. XAUT

4 7Yt

Fig. 4. Campylobacter jejuni
ATCC33560 0D &2 T & 1 BRI EEARAT,
REA. Wy 7RIS, KA. EE»D
BB U720 v TRk

FRRH 2. GBS I3k C Jjejuni BRDES&M:
B L OEEEE DT

1) EEhES X OB &S ORET
—J%. GBS # (Penner 19 &) (oW
THITZ2IT o7, BT LIZ5D 5 b
3Bk (ST22 &Y, STST4049 F!, ST4051 %)
X EROBRKEEFRRICOEAETH
ST, 2HRITELRAE (RIBERD
BH#) Tho7z (Table 1, Fig. 6),
ESHAE 2D I B, 11k (ST22 HY)
FHEELZ LD, BRK L FAROEH ML
;L7 (>100 um/s, Table 1, Fig. 6),
o T, BEEBICEED HEAFITS
AT, 2D D 18k (ST4051 &) (1¥gE
ENRREL W (Fig. 6), ZDHEE
RERITEBEZ RIS R noTz (>4
um/s, Table 1), HFEIEENMEIZHA
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He-driven |

Fig. 5. Campylobacter jejuni 3 &
UM OHIE D motA BImFD 7 7 A
& — AT

Nat.driven

#

Spiral, motile Straight, motile Straight, non-motile
Fig. 6. Guillan-Barré syndrome Hi3E Campylobacter jejuni &R E 7 FRMEEAENT

Table 1. Guillan-Barré syndrome H3g Campylobacter jejuni (Penner serotype
19) DOHEIRAEHT

Bacterial Motility

i inic ST (CC

(:sox:ttfroa::zaar) Age  sex (A tv(pe) cﬂzggn?:m) (Sf;f:::ing
KB2749 Child Male S§T4049  Spiral (+)  + (>100 um/s)
{1985) {no CC)

KB3160 Child Male  Axonal (nt) ST22 Spiral {(+)  + (>100 um/s)
{1988} (CC22)

. KB3439  Child Male  ST22  Straight(+) +(100um/s)
o8 . ke
KB3445 Child Male  Axonal {+) ST4051  Spiral (+) + (>100 um/s)
(1990) (cc22)

 KB3449  Adult Male Axonal(+)  STA051 Straight(-) - (capm/s)

- f{3998) o ey - o
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ThHhHrZEEHALMNI LT,

2) ) LT

C. Jjejuni GBS ¥k (ST22, DHHEAT)
D) A% pyrosequencing EIZ XV i
W ll, vy o 78 EKIZ
1,639, 885 HE T, GC S&iL 30.5%Th
o7z, BFE, annotation Z{T- T\ 5,

D. EE

1) EEMEOIRERFMEICOWNT

C. jejuni BX N C. coli IXFEMRIZ
IATORWVWHEEZ L L, BEEHTS
SBEAETHY, & b TIHBAMEMRE L
HEINhTWD, EZNLIEBED M
MR D DRANTRBRINTND,
APRDOFER, C jejuni BELW C
coli IZIREERE (25°CLLT) TEEIRT,
MNERE (37C) BLUBAEIE (427C)
T L BEEHNT I L E2HALNC
U7z, EENVMED C jejuni BELONC coli
DEBREBEOREIZ—KLTWEZZ &
Mo, EEMESE FBXVBE~DEREIZ
BELREREZRZL WS Z L 2T
LTW3,

—F. KR CTEBZEIET 2HHIL,
Campylobacter DMEIR CHFAECE 2\

hr T BRE

FL—8T3, Zhit, KRTTHEED
TRV —EENELETT SR8
HEZRRLTVWD, bH)—2Fxbhd
AH=ALE LTI, RAHZICALN
HZIEETCoOHEE—¥ —HERRT
DORBIMH N Z 2 N5,

2) BBREN Campylobacter DFBISHIE
AHEE & = EE) & OBFEIZOVT

AR FEIZEB T Campylobacter H
Campylobacter high—speed-driving
unit (CHSDU) & e U7c¥E=E i BEED
KEZbOZ WL L (Fig 1),
AAEEIT H pylori R° V. cholerae ® X
D O ME TR LT,
Campylobacter \ZHa¥ THrRA I HEET
H5,

AIEE ORI v THREE R
SN, BERLMBABRICFET 2RV
BfEEEE b o L ThHDH, T DOERE
HEEENRVVEEE ORER & 2 05 E
HEEZAEEIZL TS EEZDBND, A
A=ALE LTIEE—IT, ZORERM
FAIBRICIRME LA i X B (L% R
7T VY VR R VBRI E R #E TR
TRVF BRI, BiEERE £ S
HLTWSEEZbh5, FIT, BV
WEZREICEEIELI DI, Iy T

RENERIZ R Ry MR RR

Fig. 7. Campylobacter Mz
mIEEE) =  (CHSDU) O
HBEET I
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RIEE L RVWERBHNEEE CHEOR
BEXIXTNEEEZLND,
MBERICFEET 2HER/REDOH &
LT, A u~—F2DHERHS (B
JAFMICEENFEL, EEM A5
3) M. Campylobacter @ CHSDU $&i& I
IhEide< &2y, FHOBETHS
FIREPEDS BV,

£E, MEOCHEE—F—DF ¥ X
NEHTHD MotA DBMEF (motd) D
7T RE— T EIT,
D motA B3, H pylori @ motd & & HIZ
BEA > HERENE & 72 1% Na BREHEL D motd
CIERRD I TRE—IHEEINDZ
E. EBITH pylori O motd & H R
D EEHALMILE, TOREY,
CHSDU #51& 728 Campylobacter $F R 725
ROWERERHLEB THLO L EX
BLTW3,

3) GBS B3k C. jejuni #RODEB M L &
B DUV T

ARG TIX, GBS %HZ, C Jjejuni
DIREBREG & FiEE S L OEEE &
DEEGIRFT L7z, fEHTZ1T->72 GBS M
¥ (Penner 19 &) S5k 5 H 3HDOH
ERRIE ER OB RE L RRICHEA
Wodot=23, 2BRIIELVAHE (KIBE
ROBE) Thotz, 20z &1, BiE
D & ATEH GBS (x5 IR R 12 BsE
LBRNWZ EZRBLTNAS,

£z, ELHAREDY L 1 KRIIEEEA
bh, BREKERFROESMEEL R LT,
—F5 T, YD 1RITEERER T, E
EMEEZ R IR hoTe, TOKRIZ. 58
ATEDEBEE S ERNITSLE TN
&, BLUEEENEEMEICKERKT

Campylobacter

ThHHIEERLTWVD, GBS IZBWT
DX B0 FHEEIESE
CAE. BIUHEEXREIELTHAENRR
BT &iT, BROBRRIZL-T, =
NODORBUPEFFICBIIGERD D
AIREME R RIR LT3,

LB, BRFITCIISEAFEEL &E
EEND Campylobacter DIREEF TH 5
EEZ b, BEEEGHEAREICTS
CHSDU #EX AL IT L7z, LavL, i
ERIRYYIE T D GBS DBAICITEBMED
HVIIIEEE OIS AENBRIR S
hd RECLVEETS) HERHS
DHhh Livien,

. fE
(l)ﬁﬂﬁk
\Z9 3B Campylobacter

BEZRA LM LT,
(2) & NBRTIEOHAFRERER L BIR

BN Campylobacter DIRIER T Th 5
EEZ LN,

(3) —F.,6BS TIIRFBREL - Tk
FHEELEAE, BLUOHWEXREEDL
EAOBEPRIEMEICEE T 5 /RN R
e X7z,

(4) Campylobacter MDiEENMER L UE
ADOHEEDOHKR, - BRIL, FHlob
Erny E—BYEREEDORREIC
RBDEIREEDSH B,

BWT, BEEE L EE
W 2R LAY 72 CHSDU

F. (EREfaiiE®
TFE, Arewns g —ghHIEsReEe
HETH D EMEERFTECRLEE

.93.



Thd, REREIITHASAIEE S FE
THR, EEROVFET D, BIZHEKT

HIZA2 GBS IE bR Tz, & b ITHKS
BAICER T AMLERD D,

% 7=, Campylobacter (X#R{Ed T
MEICIER DRV L WESEEL A
T 5D, BAOREFIER TKEDWRKE

PHERATAIBEIIFICEEEET S,
G. WFFEFER
PR E
(1) Yabe S, Higuchi W, Takano T,

Razvina 0, Iwao Y, Isobe H, Yamamoto T.

In vitro susceptibility to
antimicrobial agents and
ultrastructural characteristics

related to swimming motility and drug
action in Campylobacter jejuni and C.
coli. ] Infect Chemother. 16:174-85,
2010

(2) Yabe S, Higuchi W, Iwao Y, Takano
T, Razvina 0, Reva I, Nishiyama A,

Yamamoto T. Molecular

typing of
Campylobacter jejuni and C. coli from
chickens and patients with gastritis
or Guillain—Barré syndrome based on
types and

multilocus sequence

pulsed-field gel electrophoresis

patterns. Microbiol Immunol. 54:362-7,

2010

(3) K& #, =EFEE. FLRS, W

AEF, by 7 A-RFEEERGEN) .

BEEEER (EN).
ARG EusNy Z—ifF3e4EE vol. 3!

Journal club—,

34-38, 2010

FRRER
(1) Wataru Higuchi, Shizuka Yabe,
Tomomi Takano, Tatsuo Yamamoto. The
Campylobacter

45th

characteristics of
Jejuni motility and structures.
US-Japan Joint Conference on Cholera
and Other Bacterial Enteric Infections
(Kyoto, Japan), 2010 (12 A)

2 K& #. EFEF. 2RRA A
RS, WAZES, ELEAE
Campylobacter jejuni MDEGHREE & MK
fEMT, F3EAARD O T H—HF4E
= (Bi). 2010 (12 A)

-94.



FEH BRI FER R &
WERRARMEREEEN R EE (EREFEH A FER)
SR RREE
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R TV A TIv s

— B LA R 22 AT 2 A8 T

WA THIFREMETH D, HRran
BMEEZROENT 52 LIT L VK

L, TH, EE. B Vo8
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RIEZ, AED b2 2D 3R
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DN 72 FBhik - 1R~ L D%
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1) #HEFE . 27 LS &K~ B
#]E (Lancet 361:743-749,2003) L
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Immun. 72: 6659-6665, 2004) (Z{EWY
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