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T 22T A 1F (Guillain-Barré syndrome, GBS) X f
SRR AEPE IR BERE PR 22 A PR 2 R — 2 IR YVE SR B
B P R R 200 . Foe i D0 AR AT 3R R T R 25 T 5 i vl
(Campylobacter jejuni,CJ) , kit A B 4155 5 . EB JR 75
it 4 S JELAR | G IEkig AT O i R B ER A . H AT A
GBS 1) A9 2 P T J 1R 58 88 18 73 15 Jo] 1Rl 22 149 423 A
L ATUA R UG I AR J5 7 A= 1) B S e PO 55 ] BT 22 1
HH 3 M 28 AR U 5 3 B LA 25 B R 45 40 A B
Jo WL GBS [ S Sy MEHU AR AL 5 PR 2275 1 AR (gan-
glioside, GS)HifA , o2 FLBE G F g (galactocerebr oside, Gal-
O P Hrgu kG il 437 (cell adhesion molecules, CAMs)#
A U B 2 R A O P e T TR E I A M
&, BEEDFIE IR BE T & BUBBLIR K0T 0 % % HLHI 2L
Ab 38 R X SR 55 T I R 22 5 18 R B LT K
EHX.

1 RHBEFEHERE

GS T Z e T 5 4 4L L AN R fY 1 2 T » L) e e 22
Frp Al 22 G B & L L A B AL T R BT B
TP P I 2 F B R 3 8 1 RS R TT 10 535 K P A1 SR B 3
AL, GS JEARYE TS W T R A A0 B30 b S e Y0 T 7 e
BN BSR4 1 B 1.2.3.4 IR ER Y GS 4338 R
GM .GD.GT J GQ; GM A4 & 45 Mk 14 B FFp 2 4y
1 GM1,GM2,GM3 ,GM4; /NE FEb): a. b 3R MY IR TE A 4iE
R MEREN . St CT s MM GS Z 84 4> T8
PG, FHAUARBEG CT JGXT H B 21U RS LGP J I
A GS iR, AR A GBS A XMt GS Bk iE
¥ GM1. GM1b, GM2, GM3, GD1a, GalNAc-GD1a, GD1b,
GD3.GT1a.GT1b,GQ1b, asidloGM1 (GA1) 4 14 B 3t v 28
W IR E A WHiIRSE.

L1 ¥t GSHifkYS GBS A

GBS ) 32 237 AU 15 S0P 496 P iy o oG A A 1k 22
29 (ATDP) | 28 S PR R Ml 209 (AMAND | 2 PR &
BEEIE BT 2 M P 22 (AMASND | Miller-Fisher 25 4 1iF
(MFS) X412 H) GBS, B A BA R BIPL GS Filk5 GBS
NTR)IE 2 1) & 95 A3 56, andt GMI Hitfk . Hit GD1a FLik. 41
GalNAc-GD1a HifkZ: 5 AMAN 9%, 1 GQ1b Hiifk 5 MFS
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Fe 50 LM Bk il G 5 AIDP 45 0G4, 0 H & skt
A BT GBS KL (K2 Wi 5 % 502 Wi

5 AMAN %5 %5 V) AH C T ik =228 Ht GM1 ik,
Pt GD1a Hii#, $it GalNAc-GD1a $ {4, AL H 7T e & ©
GM1 EZA T 402 sh b 28 4l 22 i, R HOR BB kgl $t
GM1 BiiR 2 e o WA Pt GS Pk, W35 GM1 454, [A it
BEAMA R SE LR BCH R R B, 5 R iE s S R AR v, &
iz b s 7e B RS ) PR ER AL B R AR L. BT S
GM1 454 .41 GM1 FiLikif vl L5 GA1.GM1b.GD1b | Gal-
NAc-GD1a &A= 58 [ i - 3X 7l B A GBS i R AE R 3 £ 1)
JRHZ—0, ST & B 1eG AT GMI HLikik fg 5wz
P EEL 1 P/Q %4 Je N RS 2545, ik /2 GBS
L7 T Bt R R 22— s @ GD1a 1538 3 1 2 AU i 25 oh
[ AR B R TUORE], BT LAgT GD1a B4 f8 F5: 5t Ui iz
I GDla, 3% 7] G j& AMAN %81 2 s s 40
JRH Z —; @GalNAc-GD1a UL 132 gh #f 28, ST A8 3%
ik, WRA GBS B 1 I E Bt GalNAc-GD1a Hfi ] DL
SEPEIE S 2 A7 4 1 GalNAc-GDla J H 54k, s n]
AEJEHL GalNAc-GDla Bk 25 AMAN &g IR H

MFS B # 44 i H GQIb Bk, GQ1b
L) GQIb 1 GSFESE T L IV o VI fiii pir 22 1 B 6 455 F o 22
L PRk b 43 A L e s 48, I L = ot i B e 1) £ 4, [ i
TENUR Y Ta Z54% N T 4 5 AR 22715 vh — BB R A 4 222 0
H GQIb i ik, BF L MFS B 3% i35 194 GQ1b $iik
SELIV . VIX SR 28 I DU B AR B GQIb 454 S 308
B PR A URRIE B LB H™ . Bk MFS LU, Bickerstaff
R g 2 RSBV 2 GBS 8 A5 HR IL3Z BFIPT GQUb Fiif
PR, BT LUK H G BR t GQLL LIRS AL, (B A BT A
I MFS 5B GQIb HLik B 5t GA1 $iik K gt GD1a
Pk  BLARBLHI A

5 AIDP #HCH A S Gy M PR i i ot EZE D it
LM1 ifk, LM1JZJE Bl sh#h 400 GS 1Y 3 24 B8 47
Bt LM1 Hi4k Al gl o - FAREBIHLEH S 5 AIDP /) k9% . (3
AR EH B4 R AR MIF . WnfE Harukawa 4577
IR 22% 1 GBS B3 g HHt LM ik BH i, H A
BES A SRR 2 Wk 301, T Susuki 257 7EXF 47 B4
LM1 Hui BHME A9 GBS & i i o2 v & B, JHorp 19 6
AIDP, 27 i3 AMAN, 1 i3 AMSAN; i # (1) — w55 of
NKHYL LML R HEE G Witk S5 AIDP &
KM, LB LM Bitdk 5 AIDP (g6t X H 2 5 AIDP
) & RALHIA T T — 2B R .
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1.2 4t GS¥Hilk'5 GBS Myl KR I LAT7

GBS A [E] (il RAE R 5 5 5 v BT GS Piédm e, B (D
IRAURRE B T 5 R 4T GQIb FiikH 36, i 541 GTla
PUAAT S 5 (2) T M 2RI - 7] BE 59T GD1a Hidk Bt Gal-
NAc-GD1a Hif Ht GM2 HUihf 561 5 (3) 1EFE I : £ bk
NS GT1a FifloA K25 (OFFF LI BT 5 GQIb ¥
WA Ah i 55T GD1b Bl 00 (5) P R i GQ1b
Yifk'5 GBS i 2 6 T ZHUMGE <A X5 (605 GMIb
PUABAPE R GBS H 3% o 5 B 7 o Lk e stk

GBS W36 97 J7 % 32 %) I 3 ' # (Plasma exchange,
PE) . & bk i 1% 0 % Bk & B (Intravenous immunoglobulin,
IVIG) % . Yuki 20 Fil Kuwabara 26057 & 81, Bt GM1 Hiik
FE ML GM1b BB M ) GBS B35 8 4 TVIG t PE 7
SR AL SRR T BB BY TR YT T R IR
1.3 & HIRE &bk

GS A 1E4 MIESNE i A FE AR . 2 S GS 1Y
WEIE G5 H T AE PR AR B DR T B R SR A6, 3 2
SEHY GS LY S5 W FR R A 22715 1 R 25 ) (ganglioside
complexes, GSCs) , A LAIRG] 2 NSz 19 GS Bt 20 511 5 Pt
JREE AL BU R FR Bt GSCs P, it GSCs i 14 5 AH R 1)
GSCs 454X it J7 2 M 2%l 4 04 D) 8 7™ A= 5 i, 3 3500 i 44
R

Bt GSCs Bk 5 GBS (i 15 )™ 5 1 B B2 75 75 ZE AL
AT, 2004 4F Kaida 5 76 GBS i35 1L P & BT
GD1a/GD1b & WHeif X2 8 A R BB GSCs ik .
Z i Kusunoki 557/ % 234 4] GBS [ #E4 A5 & 3. 39
11 FB 3 ALY P AF #E BT GSCs Pk 35 H1 GM1/GDl1a it
& P GM1/GT1b Hi ik, i GD1a/GD1b Hi{&. $1 GD1b/
GTibHuik, Horh Jg 2 ANbifk 5 8 2 6 T 2L <A
X512 45 MFS @B 7 il i35 4500 50 GSCs Fiffc, Hix 7
151 F 3 s I B 4T GSCs P iR Hh 318 & Bt GQIb ik sk
GTladifk, MAh. 3t LM1/GA1 E5 Wik s AMAN, £
SR B Sz A

2 1 Gal-C finfk

Gal-C 2 —Fiohi i . th 2 BEM 00 IE W 4L /2 —. 3t
Gal-C FrikFHMERT GBS HE 245 i & S R R B A R sk e o
HPRR R 22 A B sEs A, o 5 B 2 B & )
AERERT . PU Gal-C P pHME GBS B RN KR8 i &
G 1 37 S 9 OR300 0 o IR A A KL T OB h 2 S
(MCV)  E A WA ZIER AL (CMAP) TG 1 2 2% 5, R GE 1 45
GEpgs Rz el 40 15 S B (SCV) S5 B4 R
W o S i 22 B F 5 (SNAP) I i A5
3 #i CAMs Hifk

CAMSs 13 T J] Bl 4 22 (1 BE 7658 B L BRE 30T o 0 45 o 28 Je o
M (gliomedin) #1237 2 [ (neurofascin) | #2 fili 75 1 (con-

tactin) o HErP 2R IR BT AR ) b 28 RER AR B TR A TR
ot HE AR 1eG BUPTRR 2R B BT LA R 28 s L AR
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T 00 R 22 B 10 o i R R A% 9. o ol R
AP T4 AIDP f3 /T RE 5 H WA 6 . Yan
SRR B GBS 8 LR BT 28 AR TR T B R
AT s PO A ARE A ST INEIFIE R T EAN BHE

4 FEEWMEEHEEL PO.P2.PMP22 Hiff

JA BB 5 1 EE A4 P0. P2, PMP22, PO &£
Bl 22 B A b ) — b A AR 1 X AR S P e 2 R 4
Mtk ErEA AR . P2 o7 40 M & . BoA IR B
BIERALRPE . PMP22 2 LAY JB] il 22 B 25 A S B0 35
PR ol R B M5 ) R 1 2 A I BB G T R AR R R 1 =2
—. WIS RBIHL POHL P2, 5L PMP22 $iiik i 2 5 GBS (%
It R . FEREI = DA IR 40 LB B 7 GBS f8 A I v h 4t
P2 HifA/K T+ BT P2 Hidk vl 85 GBS iy 5255 i 1
Ao, A — 2 GBS B I ks I # 5T Po A
PMP22 Hifk A HTTRES 5 GBS &>, HiJE w4
BEMH AR TR S R BBl R BB B 1 45 A RE IR BRI 454 L 5
A R 2 R K, T B0 2 R R B

5 HEBEINEFEEESYUHRE

2014 4F Richard & 438 2 il 40 GS Hiik BAHE i
CASPR2(contactin-associated protein-like 2) H¢ 4 FH 4 49 JL
i GBS 4 . CASPR2 F2 22 3RKAEHR QA B3, Xof A7 i 44
LT AErp IR 1 AE I BRI A R . T CASPR2 41
MR TR R R S WP, 5 CASPR2 454
JE AT RS R A B I T RE AR SRR L 5 R o e I T B A
PRSI /L o 3 TR Sy 200 S 22 1 EL A, o B8 A k-1

6 H ft

27 TR 25 2, Pk B 8 57 145 (the ganglionic nicotinic
acetylcholine receptor,gAChR) F347 F H £ & K % fih 5
JRE s > SRR 53252 AR5 5 )5 7 A ey M S i s Hi Ao S ¢
ML BT IR M TT6ar, TR BT AChR Hifk
5AFEMAM AChR 254 J552m A ML B &H, 23
H EZREREL > .

25 BT A SR PR S GBS i 2 HLE | I R 43
R R R R IE AR B FRIT SR VA G . TENG IR TAE R
HW A SR PR GBS RIS W %02 Wi L &R 97
TR LWER . SRETR#E—SRATR A & %tk
PuiktE GBS & A4 & J& i W AH e ML, 7 & 8 F I PR R A
B 87 22 WA BB ARG I35 & DA P B9 B2
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