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Campylobacter Infection and Guillain-Barré Syndrome

S. Fujimoto

FC&HIC

MIRRGHERR, FUAEMEOHBETZOE A
BOfRIZE » 7, LD L, BZ D b oLk
R E->THISEI IS EHENMEL T - T
Wb, ZDLHIBEMHEDA—DELT, ¥+ E
0 /37 % — (Campylobcter jejuni LI'F, C. jejuni &
BS 9 ) B RZICRIET 2 RIFHBRHREREF 5
/N U —FE B (Guillain-Barré syndrome, Ll T GBS
ERET)AEEHS M -7z, LT, WESR
DOREENRRNZEN/IZ EITk D, GBSO#EEIR
EbDoobb, WEMIHMESKE (ERL
720 ARETIE, C jejuni BRYARIZHIET 5 GBS I
DT ZOBE EFEDHREMNT 5,

C. jejuni BB
Campylobacter B2, 7' 5 LEWMEFKET, W@
B LIIEBIC—AOBELE L OSEABTH
5, bEbEXEPKEOEE PEMGRITRYT
AT, vy, 74, evY, =9y, A
UG EMMRET S ENE L, ABHBRIYED

#£1 k MUREMEZERT Campylobacter & DHIE
REENESM LD EFHRENSHEVPSHTENLOD
C. jejuni subsp. jejuni C. jejuni subsp. doylei

C. fetus subsp. fetus C.hyointestinalis

C. coli C. curva
C. upsaliensis C. rectus
C. lari C. concisus

C. mucosalis
C. gracilis

C. sputorum

FERETHB, F1ick MURFREHERTIEBD
HEETRT, CO5b, BERNICRLEEOFHN
DA, Cjeuni i L 3BRTHS5, HETIT,
197941213 U TREFI AR X N 7o R GLEE T
Hb, C jejuniffRid, BEE LEOAK ST, B
KPHEKTHROZOBREEB RO —DTH 3,
REFIDIZEA EIIBRHETH 545, FRIKREND
BPHERFIVRET S, BRTIE, EEEIELR
OEMAREF+EFHEE LUTWMOEKRS LHicki-
72 19834 LK, HicATHEFRE & LT hAncS
YIENTHY, BEHLVOEEE AZLDH
HEMTH5, BREATIINEOKENEL, BX
TIR/NROTHD 15 — 20% % KERGHEN 5%
%, C jejunifBi¢ DL, KETIE, 14EMTA
AD#11% EWbh®, KETIE, BFETHRIE» S
ORERHRITH 10% EHEIN TN, BRYE
ELTR, REATSEBRPIZYVYIE—-V 3
YUTORWEILNY, BoREBIFERINL
BEbDKIE EDOBREPRy M EMNHIF SN, &
P2 S E PADRBRRSIbIRES N TV S, EH,
HEAMVRATA ORI, ARG bR L T
W5, BRI, 2~5B T, BHREDH 5 THIHE,
B, RBT, RHITHEBY O, BRIICY
WER BRI EEOXFNIEEL WD, BRI
LERICH h BHEIELBZENE I E0H
5, FHI/KAHT, BICHEMELD, INET
REMECEEGLH 5, JOBEIE, FEALR
ABLURICHEEL, AHELIhETIELALE
WMEINTWED -7,
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GBS

GBSIZ, 2SN T WFAE <475 5, &)
HREEEMORMELRMERTH S, RUF
ORY U, kbEL Hoh 22 HtEimK
BHRETHD, TOREBERAOIOTAHKDFE
M12ATH %, Km0 BE TIIREIZERS
B0, AT PRIR ORREIC & O AR A 2
FETHREHBH O, F15~20% 13T oD D%
BIENFE S ELvbA T3, GBSIZ, FEEBEMRLT
Pk D2 DT 74 TEFL(E28H), A
W & EFMROBEEDOE S H S, pure motor,
sensory-motor, severe sensory X EiZ3 i 6 B,
AEHEBIL, KK, R (axon) 2 HL D % { BEH
(3 )OREIZLS DT, MEIEEIHQ
HhEIhTERk, LHL, B3 EELEs
IEB B OHERPEEORMBEEMAR S h,
AR TEHENGEICEEINTE ), #1178
DHFEHEP X S IEBIEBE L TRELAT21S
Bz EDR S, Fr/oiZ axonal type WIRIEX T
W3 Fi, 74 v ¥+ —EFEEE (Miller-Fisher
syndrome, LIF MFS &BE9 )3, SHICHET S
WIRAIERE, EBKHE S L OCERRM A E =
BETHHEET, BBPICPUREFRE 4 S LT GBS
KBITT52E0HHI L ENS, GBSO
EEREZZ SN TS,

IS OBEETI, MERIED 1~2 BREFENI,
B LESERCTHS EDOBEENEE D 50~75%
A6, ThSOFATRENFIERBFRIEDS|
g LEZONTVWSE, ThET, EITREOH
JFfkE LTIE, A4V ABFEEKEIN, A XA
Ha A IVA, EBYA IR, IKiG SRS Y A
WANHREINT WS (£35H), 19824,
Rhodes & Tattersfield iIZ & 0, C. jejuni B 514125

%2 GBSOY 74147

Clinical characteristics  Clinicopathologicla characteristics

Pure motor Acute inflamatory demyelinating
polyneuropathy

Acute motor axonal neuropathy

Severe sensory Acute inflamatory demyelinating
polyneuropathy

Acute motor-sensory axonal neuropathy

Clanial nerves Miller Fisher syndrome

Lower bulbar variant

it U7c GBS OIEFI AN HE S h, L%, AR
YLi% D GBS, MFS | D EHENHIRE, C je-
JunilERNFEATRGE L THION D £ H I - 12,

GBS [2& 133 C. jejuni B DIEE

GBS IZ 51} 5 C. jejuni BREDHEN, GBS HEH
DFEREE & P HEmoRIEIC L D RIES N1,
GBS BE DK D ERER DR R (F4) TR, C
Jjejuni IGYERIT, 8% 1 5 50% L HEEIC L O EN
RKESRL B, TOFEKRE LTR, ERENDE
hoto b, HEICE - TiE, AIERAERE LT TR
DH->1bDDAENREL T ED S EBbA
5, I TEKRS™IE, THOBEEICEbLST
GBS BHZF 46 HlIc >\ THEREEEZITL, 154
(32.6%) 1 5 C. jejuni %53 BEL T2, THhicktl, 2
v hbo— VEBOREH 5034 TiE 64 (1.2%) HE
HTHOMSHEEZNAD STV 5, MFHE
fic X 28351 (K 5)TIE, GBSEEMBEFOD C. je-
juniBSRBEKROBHRIZ, AR @GI%), A—ZX b5
VT (49%, 38%) TEmETHB—FH, KEHTE
14~18% LIEETH 5, FHEEOHRE L EDE
T, BRIZEWOTIE, GBSO 30~40%FED C. jejuni

#3 GBSODF|&& &1 BiRIEREY
(r—zavio—rb L @KAEEEEARE CERS W bD)

R - o #
74 IR
A4 M AHOTALIR NIRRT A )V 2FE}
Epstein-Barr 7 f JL X NIVRZ T A )V 28
IKIEFARIBIE D A L 2 AR Z Y A L2 E
e ‘
Campylobacter jejuni v oEnDN 5 —F
Mycoplasma pneumoniae <4375 x<H
77F v
by N7 Ry 72 2 4L 2R

Swine Influenza

AN I FITALNRE

#4 GBSEEOMFREFEIIE Y S C jejuni BHR

Ty e I g
Speed (4) 1987 1-24397 4 25
Ropper (5) 1988 *EH 9 44
Gruenenwald (6) 1991 KE 4 50
Kuroki (7) 1993 HZ& 46 33
Enders (8) 1994 KA 26 15
Rees (9) 1995 A FYZ 100 8
Hariharan (10) 1996

1597 8 38
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#5 GBSEBEMFPHEMIZ L B C jejuni YD

F—EE C. jejuni
Coty)  REROERR g

Kalder (12) 1984 56 38 vs. O for NC
Speed (4) 1987 45 49

Winer (13) 1988 100 14 vs. 2 for OND
Gruenenwald (6) 1991 17 18

Boucquey (14) 1991 45 13
VanderMeche (15) 1992 129 36

Gregson (16) 1993 42 36

Kuroki (7) 1993 46 41

Mishu (17) 1993 116 36

Enders (8) 1993 38 39

Vriesendrop (18) 1993 58 17

Rees (9) 1995 103 26

Ho (19) 1995 38 66

NC, normal control; OND, other neurologic disease.

BB ET 2 b0 EEZ o0, ThETHSH
T3 GBSO TRLED F TR BEENE . =
n ¥ T, GBSOEATEGE UTC. jejuni BRYHR
WITINTERLFERE LTI, C jejuni RN

#6 C. jejuni Btk GBS DIERIHRE

B HEgETH - 7o 2 A, BRETLERE
FEBTRENIV—F LIfTbh TN &,
F7, GBSRIERICTHNFEELL O IHIZEL
DR TEREEZEML TN &, GBSHEAE
FRICRDBLICREAL L TLEERIEF I & (C
Jejuni [ R I IEHDBETH 2 — 3B THEHILE
RIS/ D, RICHAWHEIC X 2 8Y)SiE%
NI INIHEITIR2HUNICE G BRHELT 50
T, GBSFAENF (BG4 1 — 3.8 ) I fEREFE £ AT
LTHEPRETZ R L) R ERHITF SN B,

C. jejuni B%3x1% GBS M EaRBIFH &
MHAV T U * v Pk
XHkTHE X7z C jejuni IRY% O GBS FEFI D
S5, 9FIEE6ITE LD, EBHSHIT2EN
5 835K, B4 LB, BRY(FBTHO
FAE )0 o HEHEIR R E TOMARIE 5 - 218 (CF

FEG WEE THID & GBS RiE Baicxd 5
5 (XRES) O s comm(m) oRR P
1  Rhodes & Tattersfield (3) 45 5 15 + EN P R
2 Molnar & (20) 42 2] 13 + ND
3 Constant & (21) 34 1 >10 + YR
4 Speed & (22) 16 B 10 + ND
5  Pryor & (23) 34 B 21 + TYROoTAL VY
6 2 & 2 + i
7  Wroe & Blumhardt (24) 27 L] 7 + Eib#
8  DeBont 5 (25) 2 4 9 + Kib#
9  Kohler & Coldblatt (26) 69 5B 13 + IYyRowLyy
10 Ropper (5) 63 & 7 + RiGH
11 74 1 8 + Yy Z2oeL v
12 32 Lz 7 + TYyxpef Ly
13 19 L: 10 + Cotrimoxazole
14 Sovilla & (27) 38 B 6 + KIGH
15 81 Ll 8 + TYyzoeL oy
16 60 B 12 ND Clioquinol
17 Ciavelou 5 (28) 30 B 12 ND Kb
18 62 5 10 ND KIGHE
19 74 =B 15 - Kiq#E
20 Yuki 5 (29) 25 ] 7 - Finm
21 83 It 7 - KitH#
22 Duret (30) 17 B 21 ND ND
23 Kuroki & (11) 7 5 ND + ND
24 9 B 6 + ND
25 10 i 15 + ND
26 11 3] 5 + ND
27 13 B 6 + ND
28 14 B 6 + ND
29 14 B 7 + ND

ND, L, + Btk —, B,
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¥1058)TH b, BRIt LTY 2a<qf ¥
VL EPEE MRS X N FERIC B 0T H GBS
RBEIEL T3S, ThoORERTIE, #HREERE
U T TUBSRE A R b % <, BRIED E— 7 I3RIE
%1 BEBLUATS - 72, THRIZTEL2EE» ST
FTHA TH - 12h, —ENICERIENIZET
BORLOEAEINA SN TS, PERABRSFD—
2ELT, A7) A Y KO ERANES S
Nd, iv704+y Vi, YTIVBREE T 58H
FEISE T, fR D Ranvierliss & 7 O BB L
T3, GBSEED—EIZA 7 U4~ FGML,
GD1b iz 3 2Pk LR e E h, —#HO A4
Y7V F Y RICHBT A EETH S Gal(B1-3)
GalNAcHigH % T E b — 7 & L TR T 2HiKk0D
FHEDERIN T E 7, Walsh 51, GBS E#H
THA 7Y A2 FHED EF LT SEERN,
Z 9 TIRVEEFNICHARTHREORENE L, thiF
Lick b &EEHEL, &6, Ay 74y
FHufE s 7 U T 2HEH) DFE0Y C. jejuni D%
ITRROBEAFF > 2 & &R L1,

van der Meche 5?3, GBS & 147§ % £ O
FIg mERIcE DY Ty 4 Fiin3 i (M1E
), o OETTIE, 2FEFID 32% 12 C. jejuni i
ROBENA SN TS, T, 2D 20%0DH
FichiGMTiAD ERDR A S, 205 bOF¥
I C jejuni TATRBEN A SN B, FEIKE TIL,
oMLtk LR D A SN B FEHITIE, pure motor
type 1% <, axonal type B’ 12 ¥, THENELD,

—7, MFS D4 P/ RB R %5 GBS T3,
FRRIIC U b ERICH GQlb HLiA D LR A
ShTWb, £ LT, PLGQIbHUA EFRFI D KED
S C jejuni RIS L TWb, 7 VXY
N GQibid, E b DIREGEB) % A 2 ftdkE T
H HENERMRE, IEHME, SRR ORISR O
Ranvier I EAEHD I =V JICHERNICEE ICHF
Y3 I EDNRBHBMLFENIIRINTE DY,
BEPRAEIR EHHECBEE LT B,

GBSEE L YNREEINT
C. jejuni O MFEIR
WIREGAEYRITIE, SRR O MERF 24 TH
i, KEOMBERFIEICIE, Y REHE (lipopoly-
saccharide : LPS) iZ#£-3 < Penner & D HE (I b
W2 OhuERE) & BERSGEMPUREIZ L 5 Lior &
ORIFIE N5, ZhETHESIN TS GBS

#7 GBSEHE I HSHINL
C. jejuni B#kD O MHEEY

ikl S

0:1 =

0:2 H&, XHE
0:4, 50 *3504

0:10 S hya
0:19 HA&, XHE
0:23 *5 4

0: 41 B7T7Y%h

0: 64 h+5, EKE
RIGIAHE *®EHE A504

axonal type

mild sensory

sensory-motor
(30%)

GM1 Ab (20 %)

GQlb Ab (4% ) ‘

C. jejuni
(32%)

pure motor (18%)

Miller-Fisher
syndrome (3%)

severe sensory

1 147 AOGBSEBEDY T ¥ 14 TDHH
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BESHROMERFNEETIIRT, D5 BH
RT3, OLI9BMNHEFMIZEL L, Fx OKET
i3, GBSHEH L 5 8L I C jejuni 8BRH THRM
O19FIT, BH 1HMNO2EITH - 7%, DIk
LT, 1SKRP 1IN OI9RITH 5, EHEOM
KEBZEOEM S O9BRINSEEI N BB 1.7%
LB, Mo BHEEENR SN ZY, —4,
0193, I—o /%, T7UATRIEIAT
ko9, BHRIRHEOBRTH 5,

C.jejuni®LPS &H VT UFTF
& D FHERMH
Aspinall 5 1%, C. jejuni DEAENEEZERKT 5
LPS DHETERRHT 4T\, GBS HE HKE kD LPS
i, A7V A Y REBDOIE b =T NEET
3 EARBESHIC LT, K 2A12 LPS D#EEHIK
%759, LPSI3, BUkHo@®HI) Ey KA T
RN Ic 7 o A— LT, BkHEOES (2T 0
ZH)ENFRICHLTHWSE, ZOLPSO I T OH
Ko DAL FREN A v 7Y A 2 KEIFIER U (
K2B)HEA L TW52D0bhh b, X5IZ, 019
RORGUFREREE, S FHEREOH 5 3785

A LPSOBE

T3 ORI TH Y, SNV o BRES -
N—T7tEFININaHYI U280V ELEET
H5HZ L, FA—MERTH->THHEKIZK-> T
ATEHWEIEL > THB I ENGI - 12, E
B, O19FILINIZH O4RIDEMRTL & TH GM1 &
OIFIUEHEIRE I N TS, TOH%, MFSHE
EhonBINICEKROLPSIIE, GQlb E it
EHENEET 5 2 ENE /) 7 o—F ik E A
WICERRICE DRI 72,

C. jejuni k1% GBS D RIEHFF

RS TOHENERGIE, GBSEEMFIZAHS
NBHH 7 AY FHUKIR, C jejuni BI{AK LPS
WKHEETAH 7Y 4y FEgEICERL, Zh
N XE LN > TGBSHRIETHE0H)HDTH
%, GBS DRIFHERF & LT, BITREDREIFEAEMN
RO LEBTA0UEELBE L, TORE
PRI 2k B E L THRICEE %
BZ 3 &0 R (REDURR ) NLUET» SHRRIE S
NTunil, TUTERIIH 7Y AT FEC je-
juni E DRZERENRE N, GM1, GQlb D%}
9 % Ranvier FEREBA B, GBS T & UL THEHH

SR SR

ORI [ 7
e

BREHRORBESSDYT

KDO:2-7 h-3-FHAFF o b U8

Hep:NT h—2R
n<YEL

B szt
L a7smmEs o)
LPS [ ]
0:19 al(B1-3)GalNAc(B1-4)Gal(B1-3)Hep
0:4 3'>
HoPVALE ZalNeuNAc,

GM1 Gal(B1-3)GalNAc(B81-4)Gal(B1-4)Glc(B1-1")Cer
3

|
2aNeuNAc

GD1b

GakHS o b—R

GalNACN-ZE2F—IVHS O bY
NeuNACIN-ZEF—IL/AS5E (7)) B
Cert5 3R

Gle:#J)ba—2x

Gal(B1-3)GalNAc(B1-4)Gal(B1-4)Glc(B1-1")Cer
3

I
2aNeuNAc8-2aNeuNAc

X2

)R EEE(LPS) DHERRR (A) &4 L 7Y 4 ¥ K& ORI (B)
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RADOEALNEL B EZAELTHHASNTE

D, BERESEBRICHA V7)) A Y FHURD R
ICFES URKBE AR & 0 ) IRIEF I TH
3, ¥t, EBICH 7V AV Ny Y Fo—Lan
H0, Thiz, &t b OHREEDHFITER, S
Mt LrcH v 7 Ay FAMBEHARNTES 2
Z&ET, 2OEREDFH S GBSHBEFEE LE
ENH 3,

—%, ZOFRRTHETEROELFEET S,
M1Tbbhh b LD, C jejuni Y% D GBS,
MFS B E DA TITIA v 7 U A ¥ Rk L7 M
BHOLNBEOITIHEL, T, BEETDH, %
hichid v 7V & ¥ Mk ErAs o5, £
LT, —R%iC, HIESHED SRS d 5 hifkeE
HIZETHRESBEERS, g2 HERTH 305,
GBSEHIIBIFAH 7V A Y Ficktd 5 IgGH
KoY 7735213, RTF N5 & THRKGERER
FitRohbIgGl £1gG3THB I & &, HTFL
P v YA Y FIUROHER LiRIRA—F L2
WIERETH B,

SHOBE

BE, RO LD EITD X ELE BRI R
AITOR TS, DF vy EanNss—Eod
T C. jejuni 7213 DXGBS 2 3 DD, 2) C. jejuni
DHERDOTERIC & > T GBSOEEFRIERBRE X H
500, NEWETIVOMIL, 4)BEROERET
GBS ORIENTFHUTEX 2D, 5LV ERLIEE
HBRHE200EETH B, KR, BT TIVIHE
BFAAED 2 ETRRIBNINEE NS, B
IZ20WTE, 7z2=—=NWVT7S5=02 )T T >
YEIA L FETEZREREN T LERCIHUA
YA Y NHURBEREIL EMfTbT, 20
AR BRE AT 5,

7o, EKed, BE, KE, FrvToaExh
72 O19 B D Wbk & RS K THBEE OB LM
HRIO1L, O2BIDEHKIZOWT, HiEDOBIL T
i L b, O19EIDHEHA, 01, O2E D E#H
ICHANT, BRETOBIZFONY -5 8
Biic Y, FOBRESEMATHILI L EHS
MZ L7 2@ 019 BEDE 0o clonality 2%, GBS

REIM SO THEE LTS EELTH
5o

C. jejuni &Y% D GBS, MFS D54, BEMS
ZOREREZBERSET S 2 EMKRCY, &
BRTEZ L OHANEShc, ThoDEREDR
REAFICECHIS onicid, REREORERERA L
NEHETHY, Z20HITiF, —REKOSHT,
GBS, MFSIEFICSd 2 ER#ELIIL—F L I(TD
NEZENBELEEZ D, SBROPFROREICL
D, C. jejuni &Yt GBS, MFS OHFFE A /1 = X L
DRI h, BROBICERTLINS Z LA HRT
%,

SE 3
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