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A S BRI R A (LI ADRBRFEHRRAER)
RIEFEREE
FEEOEET 5= 2 — a3 F — DG FRIEOHET
THEFRE M & CORKFEFREER

HMRES

2 (LEE. TREOH L TV ALY RhbRBH T YA Y FEEE(GSCs) (x4 HHk
% Guillain-Barre SE{EEE (GBS) BEFMIEPIC R Lz, E7-H GQlb HitkD LA BHETH
% Miller Fisher FERREMFS) IZRWTH, D¥Hil % X 4IT GQlb/GM1 R GQlb/GDla 72 &'
GSCs IRt R Z BE LT\ D, AEEIL NS 35 X OIRFREBIRE & f 5 GBS (GBS-0P+)
DEEBN 1T BHL 6SCs Fuklc DWW THRE L7z, F2. RERICH Qb filk LR A 61
% Bickerstaff BURMERANZS (BBE) 12U\ T, H GSCs Hitk % & ¥ TMiFFHIIZ MFS R GBS &
Hig L. PR E % X - THFIC OV TRE L, TORR. MFS & GBS-0PHI, #ufF
DRISHEIC S £ S5&. (1)6Qlb & BV i CTla BTk 2 FikBME, (2)6Qlb/GM1 D &5
ISR D LT VB 2 B & 72 BHLBA RO 6SCs Ik D HLASE, (3)6Qlb/GDla D
T 5 T BRIy L T VD 3 {8 & 72 A BA DY D 6SCs 13T 2B D 3BT
N5 = LA 5L 2o 7-, BBE T GSCsHUKIBME N BITED 7. MFS & GBS-0P+T
tiwmwmﬁ\wm&vmnaéﬁnﬂws%Eﬁﬁﬁﬁﬁﬁvﬁézkﬁ%éntoit
GAlb ZFDHDIC 3 25 BERFUADEIEN BBE ([CALNS PRMEEEOLERHFTHHT
LasRmEn. M EORRIT. H GQIb HUkBIER BOMREMI I L UHBLIBRIEMRREIC L
STHBEEZEZ NS, —FHEERE LV MAYTRELMPHRT 7Y A 7
h FEICOWT, EREA P L TR L, L P A TEENEIC GBS ML RET D
HENGEET S . BREEOL T MAETETHRIHN V7 ) A Y FUEHIHET S
T EMHALMNIR ST,

syianrsEE
EAKE - FOXKRFE SR

A BIRB®
—a—aRXF—DIREICHIbL BT L
LT, HEZ Ry OFERE 2 L OBRERER
WEA L, ELICHESHEIZENE T HREK
R GBS o RF =IOV TR
MNEIToT.

FEPER X, Fi GQlb HUEABEBEILA DI
LB TH D Miller Fisher FEMERE MFS)

B L ORECESNREE % ££ 5 GBS (GBS-0P+)
2N, BN 7 U A FEAE (GSCs)
FEICBET AR ESEBI LR E L TIT
o7,

F7-APEEIL. F U< #i GQlb HiikBhE R
B3 5 Bickerstaff BIMERIRRIC DOV T,
MFS %> GBS-0P+ & R72 ) P ppfEfEE 2 &
= ER E L TIFEFRICAT O ORI
HHEMNE I DERL

HABAIR. MEELT AV TREL
meHy v 7Y v REkic>n» T, i3t



HTHELEN, AEEITXOITERZE
L, VMRV TERRBITAMALTY
# R EAIZHOWTERIT L=,

B. IRAE

(1) EERFEHENFHIREOEER N O
PARELEDH - T-MFED S B, 64 D
MFS. 53 #il@> GBS-0P+, 53 FlDIREKEBNAR
% £ 720 GBS (GBS-0P-) xR & L7=,
rERdBmEcH LT I0EOHT 7Y F
RT3 IgG Fik I LI, £707

oA 2 ) AT F(GM1, GM2, GDla, GD1b,

GTla, GTlb, GQIb)IZ>WTIEEMDH> H 2 F&
1:10EETRAELEGCsIZEALTY
IgG HLikEHEZRIE LT

Q) EHBRFHENBHIHIGRREKEDSH-
7Rtk 5, B GQ1b 16 AN TH -
7= BBE25 5] MFS39 41l GBS29 BlZ Bt xtgL
Uiz B 7UA LRIzt 5 a4RIE
X, BEDOHIETIToI,

PA & GQlb DREFFICKIToHRARIEL
1TV, FOEME 6Qlb BEIMHEIZX 3550
RTEMEL B LT, GSCs (23T AHERIED
BEVEICH 3% (Kaida K, et al. J Neurol
Neurosurg Psychiatry 77: 1043-1046,
2006) 11272,

BBE, GBS, MFS o 3 B¥fIT. Ht GQlb Hilk

i, hoHFEDOBHEE., HU GAlb HLE L
GTla FifEDEHED 8L, GQ1b HLIRIZ PA HRAN
L= a8 OFEEED (L, H GSC kDB
HERELEBRETLT.
B)HFLH v ZVA T RHUERBRAED GBS MiFIZ >
W L7 RAE SR DV TO M iEFER R
EEHITUIZ. — HL 7 RARE TR & F
R EN - MIBIZ DWW T A7 VA Y
FHLEZRIELT,

(BEE~DERE)
FEIEHEROBEEBLITBVTER
223, I PFEREICOVTIRERA
~+FTHRAZITV., XETREZH/E TV,
PR — DR ERE L,

C. IR#HBRED. ER

(1) MFS 35 & T} GBS-O0P+ & % 47% DFEH A
GSCs ICFFREMEE b OFIEEH LTV,
MES 3 & T} GBS-OP+ik, HilkTEMEIZ b & D&,
(1)6Q1b & BV MI GTla BMICFRMEZ H D
FLARRRME. (2)6Q1b/GM1, GQlb/GDlb,
GTla/GM1, GTla/GD1b 72 ¥ D#EE&H (FEH
KO T NAEN 2 AL R HMEAEDE)
sk B HAERB M. (3)6Qlb/GDla,
GQ1b/GT1b, GTla/GDla, GTla/GTlb 72 &' ®
Bok (BESERImOT TN IEL 2D
HAHAEDLE) TR+ 2HEBME. O3B
SETHZENTE 2, £72 6Qlb BHIRITIT
RIS L7228 6SCs IR Atk E
B REGIDTETE LT=.MFS @ (2) BEDREFI T,
BEEEDHENMEL . BRREL &%
DMED 72, GBS D (3) BETIXRFADERIME
Drolz, GBS-0P+d (1) B TIIEMBRRESE
DHEENEI ST,

MFS 33 & T} GBS-OP+iX, Hifk D RISHEIC b
LOXIBICHETEDL L LEBHALNE R
o, ERHEORISHERESERRER &
4 BEET S 2 & AR ST, 6Qlb X GTla,
BLOEND EET GSCs DMERNDA
ICEVWAHDHAREENRDH Y . SEHOBRED
HETH D, MFS R° GBS-0P+D MiFZ K- H
7o Th, Hi6SCs HilkZRIETH T & TH
HERLE L, BHENEENALTIEE
25, EHBABFEORERECE
WTHABRIIB LERHD LEADND,



(2) 41 6Q1b 1gG HikiEtEiC 3 BEf CEIL
o7z, GBS (2L BBE & MFS TidHi GQlb &
HEDSHLGTla EHE LV E Wb ODE N -T2, GBS
Tit 6Qlb, GTla HLELIA D HUEBSME R
BBE & MFS IZ . Li&h 7=, BBE CIZPAGMNT
OHETEE DR A HIVDEE Bl D HL R
GBS =° MFS EHEL TIEA o7, HiL GSCs Hifk
REMESEIT ., BBE Tl GBS R MFS IZHL~_THE
(ZAE DT,

Hi GSC Hitkokahiz Xy, BBE Tid GSCs I

S DI RAEED TR B LN BRE A
BB T2, ZDZEMD BBE IZBITHHT
GQlb Hiikix, DAL TVA T ROIEFTIZ
SR E OB L HURITIE RIS 23 85<,
GQlb FDHODOEESHREE AL THTLE
Bhohd, T7bb, 6Qlb OREEHITX T 5%
BHERIVBOHIAETHHEE Z DN MFS

< GBS Tb. FERDOFUKIIBOLNDHI LD,

DL RIGERb O iE LR g iR
Er & THHEE TRV, EoPRERE
EELX-TERICOWVTUL, FilEo SE
PSR HEE & R AT =X BN E Z BID, L)
L. iR OISO B D, PAXREE
BELTUEREPALIIRTZIER,
BBE DIREEMIAICL-TEEDOHDHIETH
B :
(3) GBS20 fiFF D 5HI3, LT M AE TR
WU~ A 7 uh 7N ERERE (MCAT)
BT THh o722, BME TEEAR

(MAT) (ETIIBRHETH -z, VT RARET
FE 11 FIP 6 Gl THA > 7 U A RHUELBE
HTHoT, L IKEERDOT A NVHFT4/5
BB TH -7,

HiH w7 ) Ay FHURRED GBS M T
MCAT i& CHBMFINEhoTe &, VT b
A SRPTHN 7V 4 FHUERER

WREANEZENE, VMR TEKE
NI v 7V A Pk & RZERIGL
DT VWHERFETD LR ENT,

E. &8

MFS 33 X TXGBS-0P+ T1¥.GQlb 33 L T’ GT1a
T BB NRERTE LTEETHD
2, GSCs ZHFE LTRHWASZ &IZLY,
FORISHEIZ S BICKBIEND Z LM
7T,

GQlb IZxt 2 EMEDEDD TRV HUE
@ LA, BBE DRIEITIILBETHDOIED TR
iz,

LFRRETREEDORE, EICEERICE
WT, I 7 VA S FHUADO BB D RIS
EZZ NS BOFMZREPLETHD,

F. RERRTE
2L

G HIRHEX
HoEHESR

H. S EEDHEE- SRR
1. FFEFrEUS 2L
2. EREHERGE: 2L



A BRI RS (L ADRRRR FTEHE)
SEMEREE
Miller Fisher JEf&Ef & Guillain-Barré SEMRRFIZRIT D
GQlb G A 7Y Ay FEAERICERME L b O DR
FHEMRE W € ERRFEFRER

HMREE

$~ |34, GD1a/GD1b, GM1/GDla, GM1/GT1lb, GD1b/GTib 72 K “fEEDO N 7V AV R
B AL 7Y AT FEAE (GSCs) IZxtd B Hifk % Guillain-Barré SERRE (GBS) B
ERICRH L, TG FLED LR BEHETH D Miller Fisher SEMERE MFS) 2BV
T, DB 5H8IZ 6GQlb/GM1 = GQlb/GDla 72 ¥ D GSCs IZXt T A HAEZBE L TV 5,
ABFFECIL MPS 35 & U8 GBS DEEFIIZ F1T BHL 6SCs FLFIZ DWW THRRET L 7o, I BRId 64 £l
D MFS. 53 il DIREGEBNFRE % £ 5 GBS (GBS-0P+) 3 & Tr 53 il DRREKEBNBRE & (£ 72 v
GBS (GBS-0P-) Tdh B, FDFER. MFS TiX 47% D 30 FliZ VT, GBS-0P+Tid 47% D 25 fil
IZEVNT GQlb & &1 GSCs (2t ALK Tdh - /=43, GBS-OP-TiXRMEKIZTETRET
3ho7-, MFS & GBS-OP+EEMIIL, FiDRISHIZH &-3& . (1)6Qlb & DV i 6Tla BRI A
TAHUEBEME. (2)GQlb/GMI O X 5 IZHESRIBO L T NEED 28 L 72 5 A G HE D GSCs
ikt A HURBEME, (3)6Q1b/GD1a D X H IZHEFURIED VT VEED 3B & R DA B DED
GSCs 12T BHEBMED 3BICOMAN D Z EBALNE R -T2, £/ Q) DF A TOHUEE
D WFS FHTBEREEDHEENMEVZ & bbh o7, MFS & GBS-0P+Tid 6Qlb DftiZ, 6Qlb
KU GTla #&1e GSCs b EBEREMHRTH S Z L R &, JREME I L UOFRIGRE

BRIZ L > THERRMENRELNI,

A BIREM

Miller Fisher SE{&EE (MFS) X5 AR BRE

K. BESHHERE 3BETD
Guillain-Barre SE{ERE (GBS) DHERITH 5,
90% L1 EDEEBIZHL GQlb HFiikA B S i,
BERFERFLELTHORATWVWS, HE,
$ 2 13 GBS 128 T DEFTHUEMNHURE LTH
V7Y F Y FEEEGSCs) # RH L, &
HIZ MFS IZRWT 12 Bl 7 FillZ, GQlb X
721X GTla #&¢p GSCs IZH R M L ohilk
FRHELTWS, SEIIMFS BXUE LS
L GQlb ik DOBRHEED LA B E LN DR
BOEEFRE L £ D GBS (GBS-0P+)IZ 2\ T,
F1 GSCs ki B+ ARG & 2 5blI 2 %
L LTITo7

B. IXAX

(1) % : LEOZ MR, b LRI FIBFRE
USEDH - T=fiED > H, 64 D MFS, 53
{5l > GBS-0P+, 53 il DEREKEBIFRE %
72\ GBS (GBS-OP-) xR & L7,

(2) i GSCs HEORE! : LR RMFITS
L. GM1, GM2, GM3, GDla, GDlb, GD3,
GTla, GTlb, GQlb, GalNAc-GDla ® 10 F&®D
Ko7V FS Fioktd 2 g6 fiiEZflIE L
7o EF-TRBOHT 7Y AT F(GML, GM2,
GDla, GD1b, GTla, GTlb, GQIb)iZ D>\ Tik
Z05bH 2% 1:1 DEIESTRALEES
EHEICBE L TH 16 HridEEE2RIE LT,
BL 6SCs Hiikiz B U Cid, & BMBURIZ



B LBEDOSEE. TOMENDELY
0.2 A EREWVFAICEBEL L7z, HLG6SCs
PR DECELCREEIu~ ST
b (TLO) Y Bx AT L7,

(3) . GSCs HLED RIGFFRAE : T GSCs Hufk
BmECE LT, BE L 2@DH T
YA RFDHH, GRIb LSO HE S5 —FDH
VYAV ROEREEEZR T, HUEEHE
DELERRE LT

C. IREBER

(1)MFS 33 X U GBS-0P+ & ¥ 47% DIEHIH
GSCs ICERMEE b obilEE A LT,
GQlb 3 BV X 6Tla O BMBURIZFF R AT
f&iZ. MFS TiX 50%., GBS-OP+TiX 17%,
GBS-O0P-TiX 9% TH V. MFS LA RICAEE
1228 HiLT-, GBS-0P+MD 9 % 36% 43, GQlb
Wt AHE S 6Qlb & Ee GSCs IZxtd 5
RS biledhol,

MFS 3 & T} GBS-OP+iX, HufsidtEicd &3
%, (1)6Q1b B\ ME GTla BMIZ FrRMEE
OHuiREEME, (2)GQlb/GM1, GQlb/GD1b,
GTla/GM1, GTla/GD1b 72 ¥ DEEHE (FEHH
KDL TIVEED 2 E & 72 DL E5hE)
WZxhd huiEBR#E. (3)GQlb/GDla,
GQlb/GT1b, GTla/GDla, GTla/GTlb 72 ¥ @
BAEE BESCRMO TP IBEERD
HMBEDE) T BHEBME. O3B
NETAHZENTE, FSOQ)BETIE3
il GBS-OP+ (2) B T 2 il GBS-0P+D (3)
BEECIT 1 FI25, GQlb BIMICITRIE L7z A3
GSCs IZRUGT AHUEEH LTV,

(1) BEOHUEBME O MmiE TiE, 6Qlb IZ GM1
RGDla FME BT EIZEY 6Qlb iZxtT 5
FUSHAET ULz, (2B TiX. GRlbIZ GM1
Nz 5 L HUREER 58 LM 2
T L I HITWR LT, Dla OFEMTIIM
M UT= Q) BETITMIC GDla OFIN THEM
LESMEZ BT & & BITHR L7255, GM1
DOFEIMTIIEAD LT,

MES @ (2) BEDIERITix, BREEEDHEE

BIEL | BREKE 2 X - TN KM, -7, GBS
D Q) BETIIEFADENEN -7, GBS-0P+
O (1) B CIRERREEEDOHEEN &>
Yol

D. EE

MFS 33 X Y GBS-OP+TCld, €/ 7 m—F b
$1 6Q1b Hifk & V7= GQ1b D J/TEDRRET,
MR EAWMICRIT A EREER LUK
2L AREZORFZEND, 6Qlb B
MHURIZ R B HURHLA RS AR B B
BICEETHHEEZX DN TE, LAL
AFRICLY, ZhbORBOFUEKIEL, K
L BT TIBIINETEDZEHFHLD
Lipotr,

¥ -HE ORI RENBRKRER & B
E 5 LARBINT, 6GQlb R GTla, I
T OFEN S E2ET GSCs DFRZERNIMIC
BORHDLFRESENDH D, SROBREDHL
EThb,

6Qlb IZR % b oA TH., UK RMY
ITEETHY, PR IRITHIMPND
TEMBELMERSTERN, TOZEITSE
T 74 =F 4 =0T LERVIERIEDOH
RRELICBOVTHRBEICB LERDHD &
EZzbNh5,

E. #5R

MFS 33 X T* GBS-0P+TiE, GQlb B8 X T}
GTla X+ BHAENRERF L LTEET
HHM, 65Cs ZHE LTHNDZ &K
v, FORMHEZIBCKBEND Z &M
bhot, SkORERPAR X OFBRIGK
HEHERICBWTERTOILENH DEER
MRTHD,

F. BEGIREFR
L
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EAFBRER RS (22 AORERFIFEFER)
SRR REE
Bickerstaff BUidsr A & 12 81T 5L GQIb 1gG HLik D
Bt : Guillain-Barré FEREEIS & O Miller Fisher SEEHE & D LHLER
EERE M & TRKFEFHER

HMREE

H o7V Ay Ficxt+ 3 H6ki3E cREERigmREE CEmECRIE S S, T GQLb
IgG HifkiZ Guillain-Barre JEERE(GBS), T DEHAEITH S Miller Fisher SEREE (MFS) TR
BB M, Bickerstaff BUMERANZ ( BBE ) THEEICHMEL 225, THIRE LS BBE
Lo 2 BT, MPHAEOEHERCERMEIEVY H D FREMENH H. £ Z TGILb & (Tla
23 BRI R FUATEE OB, fOF T 7 ) 4V REEOBEEE, Y VIRERM
I2 & 250 6Qlb FUREMDORE, oW /) 4T e 6Qlb OFMT 2EEHEITHT 2
{RIEME 2 Iz oUW T, MFS, GBS, BBE O =B¥ CLLEBRETL7-. #&%. BBE & MFS Tid 6Qlb
TEMEAS GT1a FEME X 0 FRVMEEHIAS S < . BBE Tid phosphatidic acid HHIMIZ & ¥ #t GA1b Hilk
EHMOREARDE, N7V 4 FEEGHEREBERPAERITEDN -T2, Qb £DBH
DIZxT DR PUEDTEED BBE 1A bN D TIRMREEOLERGTH D Z LHTR

mEhi.

A BIRE/

HL GQlb IgG HifkiZ Miller Fisher SE{ZRE
(MFS) IZ BT 2 R/ 722 EAREVICEE
Xh. F0O#% Guillain-Barré HE{EEE (GBS)
DO|AER L L TIRGRRER AT L & 1o ¢
FlicbHRLNAHZ EBRALNI RS, —
FTRAKTITIREMBREEL 2T
Bickerstaff FUfN#EANAR (BBE) T b mEIZE
L7425, FL GQlb #iZEH LT 2 HED L
2, e —HMOB THRHREE S X 7-
TONIFRATHD. AFETIE, O

BV TIEFHBAD DREITET o 1.

VEHEMFS IZBWT, GQlb 2 8ie 7V A
T REEEGSO) ICFEEEZ L OB L#H
ELEXNTWBH, Hi6SC HEOFELS

O TR L=,

B. ARFE
1) X%

YR IR ERBEO D - -REIZ O
VT, GM1, GM2, GM3, GDla, GD1b, GD3,
GT1b ,GQlb , GTla @ 9 FEOHF L7V A4
T REHRE UTHEEN S ELISA £ TH
E L. ZFORFE., Pl G6QLb 16 HLiE 2 Btk
T - 7= BBE25 %l MFS39 i GBS29 fil & B &
DOxfF & Lz,

2) HUERIE

BN 7Y F v Rzt 4 2 ERIE
X, BEDOHIETIT Iz, BoONEE

(OD) fl Z HiiATEEDIEZE L LT,



ELISA i~A 7 u¥ A4 —7L—hFLEIZ
GQlb & phosphatidic acid (PA)& 0.1ug
DEAHUR., BL T GQlb BMHIF 0.2 g
#EFfA{L L. ELISA ¥ THERIE L T,
BE IR D HEEE R B LT,

GSC IZxt4 2 HudkBIE L L TiE, GAlb &
GM1 B X T, GQlb & GDla #% 0. 1ug IRE
L=fiRE&EH{L L. LFED ELISA T
AEHEFRIE L. BREICE S (Kaidak,
et al. J Neurol Neurosurg Psychiatry 77:
1043-1046, 2006) ., BEHRICX T D HIE
oD fEA, FBIMBFIZRTT 29D LY 0.2
UEREWEEIC, EO_BROAT 7Y
Y ROFKRTHE h—T7ICHEEE D
OHERTFEET S LHE L. 5 GSC HLikEs
& L.

BBE, GBS, MFS o 3 B[ T. #i GQlb Hilk
i, thoFiEOBEER, il 6Qlb Hik Lt
GTla FLikDOTEHEDLLE, 6Qlb HUFIZ PA H
MUT5E OFEEEDOE(L, T 6SC filk
DOBERE R L.

(fREE~DER)

A EILEEREORBZERICBNT
ARETIT T, MFEREIC OV TS
BERANTHICHRAZIT, XETREZR
BTND, 774N —DREICITTIIC
AL L7,

C. IRBER

H1 6Q1b IgG HLikTETEIC 3 BER] TEIT 2D
7= (p=0.07). HLG6Qlb FLATEHEDHL GT1a
PLikTEE L © bE VBl BBE25 il 20
80%. GBS29 i 14 ffi 48. 3%, MFS39 filP

21 5] 79. 5% T, GBS Izl L BBE & MFS Tid
H1 GQ1b FEEMHL CTla FHE LV E WL O
% 7 - 7= (GBS:BBE P=0.016, GBS:MFS
P=0. 007).

GQlb & GTla LA DD ZRIT, BBE
Tix 256 1 6 4% GBS29 i+ 13 ] 44. 8%,
MFS39 it 6 il 15.4% TdH V. GBS TiX
GQ1b, GTla LIS DHUKBSERIT BBE &
MFS {2k L& » > 7= (GBS:BBE P=0.001,
GBS :MFS P=0. 007).

PA FANIZTHL GQ1b HUiATEMEN LTS
FEFIL, BBE TiX 25 #iid 5 i 20%, GBS T
i 29 Fils 15 1l 51. 7%, MFS Tid 39 Fil9 18
i 58. 1% C. BBE TiX PA M TOHIAETEM
DOWHEBH LN DIEFDHER K,

(BBE:GBS P=0. 016, BBE:MFS P=0.033). #i
GSCs HiiAMEMERIZ, GBS29 il 5 & 12 f
41. 4%, MFS39 ild> 5 % 14 {5 35. 8%, BBE T
X 25 Bl H B 1 Hil 4.0% T, BBE Tik GBS
2 MFS IR THEILED o7, (BBE:GBS
P=0. 001, BBE:MFS P=0.003)
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Chapter 111

Antiglycolipid Antibodies in
Autoimmune Neuropathies;
New Aspects of Research

Susumu Kusunoki’
Department of Neurology, Kinki University School of Medicine, Japan

ABSTRACT

In autoimmune neuropathies such as Guillain-Barré syndrome (GBS) and IgM
paraproteinemic neuropathy, serum antiglycolipid antibodies are frequently elevated in
titer. Those antibodies are useful diagnostic markers and some of them may be directly
involved in the pathogenetic mechanisms. In GBS, the carbohydrate structures of the
microorganisms of the antecedent infections that mimic those of human glycolipids may
induce production of the antiglycolipid antibodies. “Molecular mimicry” mechanism has
been shown in the production of antiganglioside antibodies after Campylobacter jejuni
infection and antigalactocerebroside antibodies after Mycoplasma pneumoniae infection.
The antibodies may specifically bind to the regions where the respective antigens are
located (for example, the antibodies against the ganglioside GQIlb may cause
ophthalmoplegia by binding to the paranodal regions of the oculomotor, trochlear, and
abducens nerves, where GQ1b is densely localized). We have proved this hypothesis by
inducing sensory ataxic neuropathy in rabbits sensitized with the ganglioside GDIb,
which is localized in the primary sensory neurons conveying deep sensation. We have
recently found that the antibodies that specifically recognize a new conformational
epitope formed by two gangliosides are sometimes present in the acute-phase sera of
GBS patients. In particular, the antibodies against GD1a-GD1b complex are associated
with severe GBS requiring artificial ventilation. Gangliosides are preferentially packaged .
with cholesterol to form lipid rafts, in which the carbohydrate portions of two different
gangliosides may form a new conformational epitope. Within the rafts, gangliosides are
considered to interact with important receptors or signal transducers. The antibodies
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against ganglioside complex may therefore directly induce nerve conduction failure and
severe disability in GBS. More study is needed to elucidate the roles of antiglycolipid
antibodies in the pathogenetic mechanisms of autoimmune neuropathies.

INTRODUCTION

In immune-mediated neuropathies such as Guillain-Barré syndrome (GBS) and IgM
paraproteinemic neuropathy, antiglycolipid antibodies, which specifically recognize the
carbohydrate portion of the glycolipids, are frequently present in the patients’ sera. There are
diversities in the carbohydrate sequences of the glycolipids (figure 1). Each glycolipid has a
unique distribution within the peripheral nervous sysytem. Those antibodies can be used as
useful markers for diagnosis. In addition, considering that the glycolipids are localized in the
plasma membrane with their carbohydrate portions extended to the extracellular spaces, they
may be involved in the pathogenetic process.

GQ1hb Gal - GalNAc - Gal - Gic - Cer
i H
SA -SA SA-SA
GM1 Gal - GalNAc - Gal - Gic -~ Cer
i
SA
GD1b Gal - GalNAc - Gal - Glc - Cer
H
SA-SA
GT1a Gal - GalNAc - Gal - Gic - Cer
-1 i
SA - SA SA
GT1b Gal - GalNAc - Gal - Gic - Cer
1 i
SA SA - SA

GaiNAc-GD1a

GalNAc - Gal - GalNAc - Gal - Gic - Cer
i 1
SA SA

Figure 1. Carbohydrate sequences of gangliosides; Gal: galactose, GalNAc: N-acetylgalactosamine, Glc:
glucose; SA: sialic acid, Cer: ceramide, SA-SA: disialosyl residue.



