BRAMEO MS BEIZOV T, IBHRENIZ
B, FEEHO MS BEiFNART 0 —h
R L, Bi#ESISELIBEL, mig
FROCITHRFELELDEZREIZAWE,
miE 4 o TRAIL & E % ELISA & (R&D
Systems Inc., Minneapolis, MN, USA)%Z fi\T
BlE Ui, SEHFERBINCI T REZHAWT
BEL, p0OSTEEE LT,

%7= CIDP 2% 10 Fhoxt LHTT L7 TVIg
REWT, BRMicE i L TRAIL RE
DEETONT LB L,

HMRER
&L LEBEOFH L EEEDOFHE
(#509) iX. GBS HBEH 5328 (16~725%)
< Hughes grade 3.3 (1~4), CIDP £E 73 51.8
B (18~67 ) T Hughes grade 3.1 (1~4)
Thote, BESHELHOMS BETIZA58 K
(32~54 #%) T EDSS 6.0 (3.5~8.5). FfF
B> MS BAE 13458 5% (25~63 5%) TEDSS 4.9

(2.5~70) Tholk, BEEDOFRIL549
#% (25~751%) Tholz,

GBS BEOEFRIOMEED TRAIL I (F
HE EAEREIEFE) X 54051900 pg/m!, CIDP
BEOERIOMES TRAIL REIX 9136
3256 pgml, BREMEH DO MS BEDIEEE]
D EH TRAIL BEL 757414064 pg/ml,
B MS BEORFEOLIEP TRAIL
PEECHE 51462173 pg/ml, EEEXTREEL 7376
+2099 pg/ml THo7= (E1l).

#1 MhiEF TRAILBRE
TRAIL RE (TR EERE)

GBS 5405 £1900 pg/mi
CIDP 9136 +3256 pg/mi

MS

relaps 7574 4064 pg/ml
remission 5146- +2173 pg/ml
control 7376 £2099 pg/ml

* %

-]
T
-3
-
b - 4 [+]

TRAIL &
pg/ml
15,000 | :
.tl'.
10,000 -
b 4
5,000 { l
-
0
GBS CIDP

MS MS control
relaps remission

1 M9 TRAIL IBEOHE

*: p=0.008; **: p=0.031; ***; p=0.015
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TRAIL #BE  IVIg ¥k
10,000 1
5,000 A

Iz IVIg
1HEB 2R8AH

Vg IVig IVIg
3HH 4BBE 5HA

2 CIDPicxd 3 IVIg iz & A MH TRAIL REOCEE)

*: p=0.045

fifch TRAIL #EiX. GBS BETIIEFR
HBEEBRLTHBIZEETH-
(p=0.031), CIDP TIXIER M BEEIZH~F
Bz -7, GBS & CIDP ZHELTH
% & CIDP CAEIZRETH»7= (p=0.008),

THZHAD MS BETHES BRI ~F
FITIEE (p=0.015) THYV., BRIMWYT
REAL L R L TEEOEAR b (B
1),

CIDP =¥ % IVIg #iEIZ X - T TRAIL
BRI T A EmETBOI,

IVig 4 BEOARER &L TIVIg5 A
BHRTETR, TRAIL BERHFERIZRIL
Tz (B2),

ER

GBS ®Mif+ TRAIL MENEERITH~
FEZICEETHY, CIDP RV TIEREE
HEEZRLRVLOORMBEmMERLTRY .
GBS & CIDP OZRIizMm® TRAIL RENRS

B nATEMEHB EEL LR,

SLE 2331} B B%5C., IFN-gamma 3 TRAIL
DFHARHE L. TRAIL 1% CD4 cell DIEHE
L2 RETHEBBREEINTWD U £H
DT, CIDP 23T 25 IVIg #HAIZBWT
TRAIL 2 X5 ERERDT, CIDP I
BT, BEMFIZ Th Zo@EExabLH
T Y. TRAIL A CIDP OFREMFICREE L
TWBARENEH D LEZ DRI,

SLE QiFHRELIzBW T Aaarsa
4 Fix TRAIL 23T 5Z LT, BEHR
B L TW D AREMNIER STV D 1,
A EIOH#ET, CIDP LAHEHO MS I2kWy
Th# TRAIL BERSETHY. b7
NI INFaL ERFPRFETHD, FiC
M1t TRAIL WEFEETH o7 GBS L EAF
8 MS b vaaFas RREHE
ZxbhTW5, SEIVvazaFarf Ko
BAL THBHF LTV, TRAIL & v
aanFads ROBRDRITOVTRIEN
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ZOVERHDEEZLND,

faim

TRAIL X MS < CIDP OJFREIZE & LTV
HEREMENRH Y, M TRAIL EEIT.
GBS & CIDP OERI<° MS OIEEIEDOTFRIZ
FIHTE BEERD D,

ik
1) Matsuyama W et al. : TNF-related apoptosis-

indusing ligand is involved in neutropenia of
systemic lupis erythematosus. Blood 2004 ;
. 104 : 184--191.

2) Wandinger,KP et al. : TNF-related apoptosis-
indusing ligand (TRAIL) as a potential
response marker for interferon-beta treatment
in multiple sclerosis. Lancet 2003 ; 361 :

2036-2043.

RERBRIEH
7L

HMB EEDOHEE - 8i3KR
BIFRG 2L
ERFREBE 2L

- 158~



RIEMEMER BRI 2B 3 v 7 EBAICKHT S
% -« BEPREAEORE L ZDESE

SARFEE RAge D

HEBFRFH FE E D KEBED @EPIE D HLHE D, SEH— 2,

FEFHIEEL 2
MREE

B, B a v ZBA (HSP) RAEFUy2nve LTOBEDEMNIGERICLERT S
EBRBHEEINTWD., Fa 3R RERBE LTET -/ S UEREE (GBS) L BMEREMBEE
HER—a—n3F— (CIDP), FIRMERERAL L TEREBELERE MS) 2B, miF -
fEHRIZ I DB OFL HSP Filk 2 #%E Liz. GBS, CIDP & b miFd 4 HSP FuikIZ iz B B2 41k
ERDedol. LirL, GBS BXURCIDP ORIRTIHT ~TD HSP kB miEZ L, HIkEE
VT &2 CIDP THIAREE M3 0 HSP fudk i Shvig otz —4, MS TIEHPS 70 family 23t
THMRMESBEEZTR L. ThbOFEID, SEMMERATIHREBZLICRRBEED
BEAR FHLHSP U403, MiR-MRERMOPTH T v Ru M, HOVIIRENERIEN LT

WA AHEENRIR S,

L EASE:)

iz v/ EE (HSP) 3B, TnfEmpEAR Y
DA FLRACHEEIN D —EOERHEIET,
BHUOER. SREEOER. BTHRTH
NI-BUNER~D8E, RN Y Y FIRTE
DEE, EHREAORERREL, ML
T BHTFv2orofErbo, —H.
HSP iZPRAES, =7 vz 7y —IREDBAR
RERETEMELL, HOEOBCLERAIR
Bl 5oL LOREBIZES T3

TEBEREN TS, #-oT, HLHSP Hilk
R OREICE L BT 5 ML L OE
BERRFELLTERENRS, SEEX L, ¥
5 =N U—ERRE (GBS), 1BMEZeEMEDL BN

1) FLERE KEFE AR A
2) tLIRE R EFEHEE D

%% = 2 —nAF—(CIDP) BF QM - 81
. EHICERMEELIE MS) OFEHEFIZE
i 5EED BSP AT DI DR &R 2,
T o OBRKMERERI L,

[xf£]

GBS B 36 f) (B4 25 fI, otk 11 1, ¢
¥JiE45 42. T5%) . probable CIDP 94 (@5
ffl. 44, 48.85%), clinically definite MS
194 (R6#., 134), 35.25%), FER=2v b
2=l & UCHEE = = — 0 KA (MD) 18§

(12 %], 6%, 61.1%% ; ALS14 ], SPMA4
Bl ) OBEENE. &5IZCBS 2841, CIDP

THR IV 14 A O/EFEOMFL AV,
[F7#]
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1) ELISA {: HSP {% HSP27 family (HSP27,
oA crystallin and «B crystallin). HSP60
family (mtHSP60, cytosolic chaperonin CCT,
mycobacterium bovis HSP65, Escherichia
coli GroEL), HSP70 family (HSP70, HSCT70),
HSP90 &t 10 FE¥FLFLIR & L, ELISAETHL
EZEE LT,

PRIX, BWRE 1y g/nl T, 50 M O
sodium carbonate buffer (pHS.B8) IZIERAEL.
ELISA plate IZ@EFE{L L7, —RHifEL LT,
0.05% Tween 20, 2% BSA &7 PBS T, ¥k
it 10 %, miFL 1000 fFIZHR L, &b,
peroxidase 1Zigiit b Ig6 EEMEZ TE
IS, FERIS S, 1M phosphoric acid 12
RS, 450m OUSEERHEL. #
Hefili & 27z,

2PN EER: GBS B Tk, MRS IcHE
WL R 10p g/nl OFIRERERESEL.
ZhE—kiifk & LT, ELISA 3 CHRET L7,

aFE: ThEh OFiFlit meantS.E. T
F L, HEHEOFEES ., unpaired-t test
THHE L7z,

[RER]

1)6BS: M¥E TIEWV 40D HSP 1254 B 41
b GBS L EHEEMICERRER R0 2
(Fig. 1), GBS 33T D REHIPHLAMILMND &
WL, W, HEoHEEMHT, T
TOHSP IR T D HUEDHER LR Z2EH T
(Fig. 2), X Bz, HSP27 family, HSP60 family
T A EAE, MS IS L TLEEREE
BRUTE, HSP27 (small HSP) family R
IR ES O R, HSP27, aAcrystallin, o
Bcrystallin 233 S #ifkid, HSP2T (2

TEDIFLAEBRRR S, €T, BER
10> HSP27 (small HSP) family (53 B4
i, HSP2T Iz L, BbHfakrmne S
% b, F -, HSP60 {chaperonin) family
B ORMERDFER Tk, £ coli GroEL, M
bovis HSP65 |ZXIF BHMKIE, EWOMRT
WU &A%, HSP6O, CCT Zxf4 B Hiikid,
E. coli GroEL, M bovis HSP65 {2 X - TIRIY
Ehighol, ZORRPL, HiKFOR

chaperonin fuffik, WEFLEHA R DRFEAR
epitope LT 28K (TRbEBTHE) &
HIEE RO FERAIZL epitope IZT D HIEN
EBIBFELTWD I LRREShE,

B & XTI, HLICEE R
R E))}'Li:?b*.o =83, B crystallin izt
T HERP OGP BHEER BS X0 b,
R GBS ICEBEE OHENAR bR,

2) CIDP: CIDP {23\ T b fLiE Trfit L
9 L2 T D HSP 1230 D Huikflid w4 &
OFNZETRE Ul o 253 (Fig. 3), BiHEHR
{K{Z CIDP G, HSP27 family 3FEMET~_TL
HSP70, HSP9O (I3 HHAMhAS MND I SbBe L
FEARERE237-(Fig. 4), 223 ThbineB
crystallin BN EREBM TR LENL bR,
HEB &Nk,

3) MS: MS [ZBITHRMIIMEDOHTH D
A%, HSP60, HSP70. HSCT0 (=Xt HHLiEMMas
MND e L CHEBEDOBIES TR Lz (Fig. 5).
iR & DRI & R 5 & i HSPTO kit
FRAR  WERNZILEI L, 2 WETRTEIVE
EETTHERI AL EREE TR,
(5 82 X URER]
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MND

d
— W m o
T35 53 .,m. Bivooet
) nveE x ey Boprsivsna
-
2 - 7|2 1z =0
Y -8 1
3 8 8 5 & .M 3 3 3 35 3 mu 3 8 3 5 &
) bupraaysia = i fprarysrg X (S} Spres v
g % -2 -— il g
B = =18

mmummmummmnummmumu

Pl dupra wgng

M.boviz HSPES |

Hep

.. B m T B
-3
§rosisy 3 T s Bipaac
s - = )
1 C T 1L
g I @
: iy 3 - T 3
M = ® o a : .M s 833 .n_ m 3 & 3 3
9 =

19 Bpeni vEna Py g N

ig. §
- 161 -



SeFEPERINMRR A TH S GBS, CIDP BF
(BT, LiFE ot HSP Hifki T b
WHECHBLTHEED LR EH MR T,
PR 2 25 &, GBS TR LT T
o HSP {Zxt-¢ B HuHeds MWD iICHE& LE{ER2 2
U7z, %7-.CIDP T 3 FEEE D HSP27 family
32T & HSPT0, HSPOO K233 B HA4625 MND {2
HEUFEIETH -1, CIDP TRE S5 Li<gl
RS HSP $LifiZ, GBS TEEZ T L7-H1 HSP
kL —MERT HH, BS LE40, HE
B3RO HSP 23 2 it S hido i
REFHEHTH Tz,

HSP iHiR « FAEHEL S0+ TOHM
ROEIHBENIZEERL, EROREEERIC
Bban, —HidMiakmic®EHiTS, B
crystallin X MS 23317 B, T—cell OERISY
FERLTREENREERIN, S5IZHeB
crystalline Ig6 HUFIIHFRE~N—F = v ME
T - $ER L B ICERIEERT L. IgM fifkid
GBS MR TRELZTTLEING, ¥l H
BRERVNZ L2 HSP27 IEEEE Sh i #iR0F4E
BETYa TV CMRIZECRETIZ L bR
EINTWB,

—F IR A T H S MS Tid HsP60,
HSP70, HSC70 IZx)3 5 BEHRHLiF{hAS MND [Z L

BLTHEEOAEER L, NS BEIZBWT
X HSP6O, HSP70 family IZXf3 5 T cell
response DSFLE L TE Y | HEE R HSPEO $1
Mo ER b @EINTE Y, f1 HSP6O Hifk
AR TEEIC R MRS R L
&h3, BT HSPEO R HSPT0 ASHEIRAILLS:
IR E L I FETE L, —8Bid Toll like

receptor St LC NF- kB Z{EMHAL S HRIER
NEREIESHI L, S5 GBS, CIDP AFD
BEREAFRIC NF- kB, Ik BRRIALTWAH Z &
S B ANC Az o, 7 HSPTO (X MS T MHC
class IT 124 % myelin basic protein =
proteolipid protein MHABIBREIRET S
& &, $1 HSP70 $afkiX HSP70 (B L /o1
R g 2 B RN bIF S h Ty
Do

BUEIZR Ui BSP, #5 HSP SR AR
&, SEOHX OFENIL. HEOHRPH
HSP s mi—rEEREM P T, 4 F V¥
Ly OWRE. HEWIIREREREML,
ThEh GBS, CIDP, MS DIRREIZEESG LT
DHAReMESHER E Tz, —F miFP OHHSP
PiikMfid, GBS, CIDP BH X% & ORIz
FEELZRDT, mFHEL, GBS, CIDP %
EICHE ) BETRAV LIRS,

BEXH

1. Yonekura K, Yokota S, Tanaka S, Kubota H,
Fujii N, Matsumoto H, Chiba S, Prevalence
of anti-heat shock protein in cerebro—
spinal fluids of patients with Guillain—
Barre syndrome. 2004, J Neuroimmunol
156 : 204-209

REHefEBRE #
®mL

AARAEEHE D HER - B ERI
FrRTEAR - 2L
RRHRERE: 2L
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I = 2~ RNF—IZB T A MO E AR

BiET) VBB OEE

SR A oD
L EBFIEE WNEEF L, EH BV, ZRAKXKKE LD
HAEE

Guillain-Barré FEEFHOBEFMIFIL GD1b IgG HEORIGIEICRIETHR 22 U U IFE®
MEREHRF LA, ThETORNT. Y VIEE L OREFRICST 2B O EIRZIFIT,
71 GM1 1gG HithTidsa< . 51 GQ1b IgG ik T2 o723, Ht GD1b filFOEH A
ZOHEMRERTH 2T, 51 GD1b HFED A0 ThH, GM1, GAL (2 b B4 T GalGalNAc
HERBTAHEOEAICRY) VBRI A3HEBEDERLY, PV 7o ELEh
GD1b Bt OREOSRICIIEENRIIZT Lo, Ko T, Py 7o AEini
EOFERICEADL o TV D ESITIIRESENRZ L0 LSRR SN, —F SM &M=
BRI PR MEIME T U, SM GETICHB T 2 AEEDETIZ GBS B L UHEEERAZ

Hondlge ¥4 FTOHRHT 7Y I Fhfkicd

MAEBMN

hETHE 4L, Guillain-Barré fEMERE
(GBS DHT GM1 IgG FLEDIHHEN,
GM1 L RARZ7F VB (PA) o)
VIBEOEASHRFICR LT, L0 BIE
T2 EE#EE LAY, —F, Fisher JEF
PO D Mg o GQLb IgG itk T
X,V VBT K AR OB FIT
IFEEAERD NPT 9, —F, ¥b
EOFEL AT 4TIz v (SM), &
A7 7 FVNa) L (PC) #HFICHMNT
BEEMEMET L,

SEFE &1L, Gal-GalNAc EE2HT25 4
T GM1Z@EmL, P 7Tuainikefmt
HETGQIb ET D, GDIb T3
IgG MO RIGHICRIFT ) VIR0 E
ERATL T,

1) SERERFEFETHEAR
2) ERKFEEFTHENR

WTLHEEBEIbNT,

W|AEHE

it GD1b 1gG $ufki5E D GBS30 D&
HHImE 238 & L=, GD1b FURIZELTF
WRTHRA B Y VIEREE KA MR HUEE
AW TithEtt% ELISA I Totr L=,
v A IR FAF—T L —FrDET NI
GD1b HUE 100ng BL UV /EEE 100ng
FMAZTEELL, 7Tayx 7 Ugic
40 FEAROMEEZML, ~~rdH o —F
B iRl THIRRERIG R 27, <
A7 b— b —F—FRWTHEE
(ODMEZHEE L. GD1b HED A 200ng
BE T o /WIMA -850 OD fE & kst
L7z, AWz Y AIEHIE PA, RATZ 75
A k=1 (PI), RRZ7F N
Y (PS), VYVKRAZyFNTH )
—nNT7 3 (LPE). SM, RAZ 7T TN
=¥ /—NT7 I (PE), PC, V/ERT
FFTAaY L (LPC), ANTXY Y

(CL) D9EETHD,
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HMRER

#i GD1b IgG Hiufkix PA, CL N2 7=k
12, TN HEEEO EEEO LR A
BB EEEITIRL, Tofto ) VR
THEALPREBRDEITD oizhol,
—% SM,PC ZhA=BEITIELE ThHE
fiDETHRA LN,

¥i GD1b IgG HEBE SO T, IgG 1
tk3 GDIb BEiizBED 9 fl L.
GD1b,GM1, GAl IZ&6& LT Gal-GalNAc
HEERBL WD IFIORGBORISHEEZ L
L, IgG it RIGER, GD1b Bt
BBt ADBEIZY VIETIC X 287
RS Loz d8, GD1b, GM1, GAL 2[5
MO lgGHEIZBWTIRY VIERICK 518
BEENRD LN,

SM &M 7-HE0FEloE TR, A
Wi GD1b UEERE T VY D S5y
(100ng / welD) TH o TH D EHEMR
NEZ HNEOT, GD1b HiJE 200ng IZ
SM200ng &M F=HE & Ry CHEEE
ZRE L7=0s, I HAE I TER
AT,

e =

FEORETIE, GBS k&b st
GM1 1gG Hifk D RSHERL, GM1 iZ PA, PI,
PS, LPE, PE, LPC,CL & A M2 iz & &
AR SR A5, FS IZH oD
H# GQ1b IgC FLafEtE I Y VIRRIC K 51
BMBEN BTN EWVWIFERTH T,
AEl . H GD1b IgG Hifkic>W\WT, U i
oL AEBEYRHLELE LA, KIMED
ek EirHl GM1 HA X v idEL |
GQlb HAE LV IFFEVWEZ R b, iz,
# GDIb Hifkoo e~ TH, GDb I
monospecific RIAETIEY VBHIZLD
@I E TS <, Gal-GalNAc FlZxf¥
AHEEIRY IEEIC X AEBREN DT,
#EoT, VT u v ERRAEORBIZE

bo TWAIGEITIIEHMBRANRZ LN &
BABENRLE, EmWETHFLLZV
Gal-GalNAc %GR 2HUF. £FT
AABEMOV CIEEOREEZT TR
BimE AN, AERNE LSV T r IR
2T AT S LB ezidic]
Wwe#FEzbhiz,

HL GM1 IgG Hifk. #1 GQ1b IgG Bk,
$GD1b IgGHEDWFHIZIBNTH . SM,
PC ZMAFEZITEEBMETTH LD
RETHY, HBTARHETHL LEDN
7

53
A7) Fy FHREOREIZ TS
PA YU VIEBEOHMBEIX, ik
ORI hb 3T Tr N EOFEIC
EE&hd, £, SM FETIZEBIT 55
KEMOIETIX GBS a6 D 1gG # 4
IO ) A FRKICET 3,

Xk

1) Kusunoki S, et al. Binding of
immunoglobulin G antibodies in
Guillain-Barre syndrome sera to a
mixture of GM1 and a
phospholipids-possible clinical
implications. Muscle Nerve 27:302-306,
2003

9) Hirakawa M, et al. Effects of
phospholipids on antiganglioside
antibody reactivity in GBS. J
Neuroimmunol 159:129-32, 2005

REfERIGE
Bloh L

MM EEOHE- SRR
BREFEAS : 2L
ERFERFTE 2L
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Ganglioside complex iZx13"5H1#4% > Guillain-Barré JEREF O EER FIAEHT

yHRIEE M Y

EEMEE HEE—? MIEEE? SAEF?, aufk?
ZEKED, FEFEFD

MARE

Fk o (IR H YA FE SR, GD1a/GD1b, GM1/GDl1a. GM1/GT1b, GDIW/GT1b {2395
HiiE% Guillain-Barré FEEEE(GBS)BHF MIFFICFIOTRHEL, F-2BENiFfELTRELR, 40
D ORH VAV RESERED GBS ICRBITARIKME BN 570, RYiARERYE GBS DR
ER IS5 % S50 CRITL 7=, GBS234H1D5%, 391795V - 7 U4 RS EHEN BT,
FOHH166H15 IeG HT GD1a/GDIb HER B Th-o7-, i GD1/GD1b HiikiatE GBS i3, H{LER
BRD T, THRMNERES, BEEOBVEFIPFRICSVILEARHMEL. ATFRREBEOLNL

Z LTV, B GD1a/GD1b HiKi: GBS O EAELB LA TR T O TR FELT
A TH5, HiGD1a/GD1bHiiEIZ. GMI/GDla, GM1/GT1b, GDIb/GTIb IZHIE AL DI eh b, 5
#FRIRD[Galp1-3GalNAc) I E{NeuAco2-3Galp 1- 3GalNAc]EA L2 2 H SR EIRBL TV EEE L6

N5,

MREN
HEREEom a1/ F—0—2THD
Guillain-Barré LEETE(GBSHTIV Y THI 60% M
N H VA Rz T5E iR R
Eh, RIECHEST0OR LT HREREZH
ETHRFELTEETHAILN MO TND,
ZHET GD1b, GMIb, GalNAc-GDla 72 B —
DA FVF LRI T AR RSN TER
B, Bz 3R MO VAVRESERIIHTD
k% GBS B Mg R IcDHTRHL, Ficlk
FRELLTHRE LR, Y 48, 4320k
Ho 7 AL FEA KA GBS IZEBT DERR
B LB, Y7V REE R
{KEE 1 GBS OERIRAIFF L S THITL., &

1) EERFELDHPENF
2) BHEERKREREE =R

LTRSS RIEE DB ERE LI

HMRAE

(1) *£::20014 9 HA5 2002 47 12 R ORI
BRRFHAZENFIIELNRTE - GBS B
HmFE g Ui-, GBS O, miks
ELIZRELN TEBRIT AL LT Asbury
& Comblath B0 EEREE N TIT 2075,

(2) Ho7VAVFEEERICTARAEOR:
raExtshiEicH LT, 9EmoH A
Rz AHtEEflE L, #1E OD i3
0.1 L L&, BBt HEL, £/ GM],
GDla, GD1b, GT1b 5% 2§84 1:1 DEE
TRELI-EEWHURIZ T2 IgG %
BIELT, FIH VAT P E S RALRIZEE
LT, & BRI 50 L BiEo
&, FOHFIE OD kD 0.2 LLEREWE
BT, 1gG A ZVA VRS
fEHURELTE GBS % 51 GD1a/GD1b HLiEH;
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(3

C))

fEFEL, 5T GD1a/GDI1b fUikizfetE ¢z m
fhoH o ZVA L FREE IR SHUEE
HEL ORI, EhER
GD1a/GD1b(+)BE, OB G H(HIFEL LT,
W ) g N R S RE N = i o
Ef(control FHEL 7=,

EREREVFF M OOARNT: LR M FLEbIZELN
TELBRIFBELEICITR T a0l
—ZBE DR FHIFT RICE T 5Rik 0w
BUlIARAT DX SHOERSL L, ., HER,
AT O, MR, BIEE, BER
ARZRFR REZITM T, BE
BEOFF{H 11 Hughes ¢ functional grading
scale(F score)® AV iz, 7 38ERTALFE
T BRIE R RE LU,

FEAH RN ST B OEE ORI
Fisher exact probability, 74 Z“HRE, HD
T Kruskal- Wallis £ E % V=, Post hoc
BEIZ Tukey BREE AW, BMRE Tp <
0.05 DHEEHBEEHVEHELI

HRER

I

2

$HEE B IT GBS2344] T, DO 39
(17%)FLH 7 VA PG B EBE .
GD12/GD1b()E¥ 16 i, Dt & ()
23 I Th-oTt=, o239 HTH GMI/GDl1a
PLEDSBHE Th o7, £DiE5 GMI/GT1b
T BEEL LN, AT UA VR
HEEERRMED 195 Gl BRI IR
+43THD 38 FEEROE 157 Pl cHBRREE
L,

BRI R B OO ARAT : SEATIRG T
GD1a/GD1b(+)EE TIH{L BRI (75%,
p<0.0001), LG H(+)BE THER SRR DY
D3(68%, p=0.03)F B ICEmHE Th-otz, Mt
MERRIE T, GDIa/GDIb(H)EETH 9, 10
st AR IEE(67%). 55 11, 12 RPRRIES
(40%) BB EICHHEE CThol, T, 5,
v — s ETOHM, WA MET 051,
BEBEE, SRAEEFRICISETELR

)

X

Hizhroi,
HIEERBLUATFRER SRS FOHE:
— ZREQEIEE T OWTERRDHD 193 fi
THRE L. ATHPRERES LRI
GD1a/GD1b(H)BIZB T 38% THY. o
BEEGTED 10%, HBEED 11%EH~F
BEICEEE ThHoT(p=0.018), T2 AT
FERZREE A0 28 BT 6 #(40%). FEIEEHF
168 7 10 Hil(6%)% IgG Hi GD1a/GDI1b Ht
BB THY, IeG Hi GD12/GD1b Hiffi A
TR R O35 LARBIL TV =(p=0.009), =
-2 — 7B F score DELE T, ot & K
(DEE, MRREEL LT GD1a/GDIbHFED
HEEERIAEIES ST (H) (vs. thoES
{R(HEE, p=0.014 ; vs. XHEREE, p=0.048),

S |

-

ﬂ*zcm;rzlﬁ()
DEEE (+
&Y /GD1a/GD1b (+)

E—ZBRD EEE O bR

F score (Hughes functional grading scale): F-0

No symptoms, F-1 Minor signs or symptoms,

F-2 Able to walk 5m without support but

incapable of manuval work, F-3 Able to walk 5m

only with a cane, appliance, or support, F-4 Bed-

or chair-bound, F-5 Requiring assisted ventilation,
F-6 Dead. (Lancet, 1978;2:750-775).
Kruskal-Wallis test: p=0.018
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e

BIRIOHE TH GD12/GDI1b FikEEflic
EEEORWFINEP-IENS, S
GD12/GDI1b FLifiz 5 % Y TTERRAAET &
{Thpot, O RET GD12/GD1b Hi{kGHEF
I LSRRI O SETT, TP RIS, EIE
{EAAMERFMEL T, Fric AT RER ERIERT
FERFEIEBETHY, 51 GD12/GDIb Hifk
' GBS O ESE(LB LA LFEE 3225450 THI
BFELLTHFRTHALELLNS,

PA VAR EEEGURO RN RIED

o E., §L GD1a/GD1b HifElE GM1/GDla,

GMI/GT1b, GDIb/GTIb IohiEM Ao TV,
- TH GD1a/GD1b Hiu{fid., gangliotetraose
EATHROFELSRIRDO[GalB1-3GalNAc] &
[NevAco2-3Gal1-3GalNAc]ZEE M HAE LB S
FEHREL TV AEE LN,

]

1. GBS D17%ITHA 7 VAL N EE R
Z30%, GD1a/GDI1b iZxt4 2 hiiEEh->6l%
GBS D 7% TH o7z,

2. IgG #t GD12/GD1b $i{ki GBS MEELEB
FOATHEBEROFHEFLLTHEATS
B

3. GD12/GD1b iZxH 3 AiEtEE LB ki RS
FIRD[Galp1-3GalNAc]E & [NenAca2-3GalB1-
3GalNAc)ED LR B & EETREL TV,

3R
1) Ken-ichi Kaida, Daiji Morita, Mami
Kanzaki, Keiko Kamakura, Kazuo
Motoyoshi, Minako Hirakawa, Susumu
Kusunoki. Ganglioside complexes as new
target antigens in Guillain-Barré syndrome.
Ann Neurol 2004;56:567-571.

RS
2L

NN EEOHE- B2
FETHUR 2L
ERFETR 2L
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L GM1b, 5T GalNAc-GDla BB IERBE DEB AT b

SHEREE st
ERBFIEE
HEER

RoeRA O, NEEH Y, HLGE ), FEE— D, R B

PRA 7 VA LR THD GMIb B3 TF GalNAc-GD1a 25+ AHUAIC Bl L - iR R MO A~
Sk, ZEPITRF L. HLGMIb, i GalNAc-GD1a FADEHHEFIX 6,800 HI5 540 #T, W
Guillain-Barré SERE (GBS) 2% 69%, BER S Of-I= /= FF BRI/ GBS 35 13%E &84 1.
Fisher IEREE LT DOBESR B TH S Bickerstaff RN RER L X FTR! GBS, SUAMRBMELEDOET
15% T, FiikDSMERALMLRY, FLGMI, i GD1a i {kEEIED GBS 3 GQIb Hiikatt
O Fisher SEEREBIEIR A TIX, L GMIb, ¥t GalNAc-GDla Hifk B OF AiEd FEhi-.

HREH

Guillain-Barré SE@E¥ (GBS) O—EDIER]
T, GM1 R GDla REDEELRH VAR
SIS, RET VAT FThHD GMIb &
GalNAc-GDla %4 25iihb LR$5Z80%
HITWS . ULnlizdis, Zo 2 oohiific
B4 AR BOZHMEIEALGHhI TRV,
SHEbbhi, 2 >OFERBEOEFIZO
W, RABSRAE LRI A S8R P TR
Li=.

HREFE

1999 £E5 S EERIC, MBFREICHAY - 7)A
VREUERBOEREOH T 6,800 Hl055, i
GM1b, i GalNAc-GD1a HiikIBHEE R D2 E
B E AT L7z

1) FHEEMRERENE
2) TFIHERZPEZSHRNR

BHRERETFTIEKRD GBS 90 EMIZOVWTIE,
L ERAREMETERED TREILE.

HBE

i GMIb, #1 GalNAc-GD1a FLIED B Fl
25T 540 fldro7c, ZRIOMFE, GBS H*
69%, BERCAT ORT=h - Fe BB GBS
(atypical GBS) % 13%C, M# T 2%+ 5%
e (Table 1). FH£AFT 24 GM1, HLGD1a
HAEOREZHTRMNITBNT, 516MI, #i
GD1a HitkFEtEH23, GBS Tt 29%IxiL,
atypical GBS "TiX 4% L H BITE M o7 (Table
2). GBS & atypical GBS DA TRESERL, T
OO E LA % B ERGERIERLVE T,
MR BEIBVTIE, GBS Tt GMI, #
GDla JLik OB EBITHHb 0T, TArPRERRELR
i<, BUFHEM OB ARV HRICH .
HLGMI, $i GD1a iR 1D atypical GBS T,
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BEFI L~ TR IR LB R R E A E
Bz o7,

HLGM1b, Hi GalNAc-GD1a Hi{KEEED Fisher
FEREBERS L UEDRIERA (Bickerstaff e
R, KR GBS, SHESMIRERE) 3, £
D15% Tl ZOFITIE, FGQIbFiikDi:
PEBIHS 39%TFAEL T2,

EREHOBON-BRERETERD
GBS 82 fil LB E 41 D fR -7z atypical GBS 8 1
DE 90 FIOAEHTTIX, GBS @ 56%71 acute
motor axonal neuropathy {(AMAN) T, 40%233
acute inflammatory demyelinating polyneuropathy
Tdh-o7= (Table 3). Atypical GBS Ti, 8 #ilth
7 B8 AMAN L&<A 0. IR T,
atypical GBS CEAmFRRBRIR3/2<, AL
PLOfR BT CERERENDizh ol

BB

i GM1b, HT GalNAc-GD1a FiERIERE HioD
2D Z<1% GBS Tdho7ehs, Fisher FEMZERE IS
JOZOERESD 15% THRETAIENHL
PITizo7=, HL.GMI, $u GDla ket GBS
%2, HL GQIb HUiEFE4E D Fisher IEEREER B
Tid, FLGM1b, Hi GalNAc-GDlaHiE R ENHE
FEMREh, Bli~—A—Lin{5.

EXZETh N ERNOREHERND,
$1 GM1b, $i GalNAc-GD1a JiikEiit o
atypical GBS Tid AMAN BE N ZE BB b
Teof.

SEOHFRIZIBNT, BEREETEEES
B a—aNF B4 THLIRE, WiThb
MERMENECh -7, BEICHESh TS

chronic motor axonal neuropathy <2, E7m—1-
£ IgM % {15 pure motor chronic demyelinating
polyneuropathy {X& FEH TV iehoio. LinLi
D6, THLIERSIESIEE 8 TH GMIb, $i
GalNAc-GD1a FilFZBUEL , M- CHRIce
MCHMESH53ZH D TH S,

XE

1. Kusunoki S, et al. N-Acetylgalactosaminyl
GD1a is a target molecule for serum antibody
in Guillain-Barré syndrome. Ann Neurol -
1994;35:570-576.

2. Kusuncki S, et al. GM1b is a new member of
antigen for serum antibody in Guillain-Barré
syndrome, Neurology 1996;47:237-242.

3. YukiN, et al. Antibody to GalNAc-GDla and
GalNAc-GM1b in Guillain-Barré syndrome
subsequent to Campylobacter jejuni enteritis.
J Neuroimmunol 1996,71:155-161,

4. YukiN, et al. Close association of
Guillain-Barré syndrome with antibodies to
minor monosialogangliosides GM1b and
GM1a. J Neuroimmunol 1997;74:30-34.

BEAERTER
2L

HMEEEOHEB- - B 2R
L= H P
ERFRRE: 2L
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Table 1 Diagnosis of patients who had antibodies to GM1b or GalNAc-GD1a

Total GBS  Atypical GBS Fs BBE Ataxic GBS AO FCB Others
Patients, n (%) 540 (100} 375 (69) 68 (13)  56(10) 10(2) 10(2) (1) 2 14(3)
Sex (men/women) 336/204 233/142 47/21 333 4/6 82 25 2/0 9/5
Age (range) 41 (4-88) 41 (4-87) 36 (6-81) 32(7-86) 29(17-74)  38(28-88) 42(10-63) 41, 76 60 (17-8T)
1 (%) n (%) n (%) n (%) n (%) n (%) 1 (%) n (%) n (%)
126G with and without IpM 515 (85) 368 (98) 63 (100) 449 8 (80} 10 (100) 5(T) 2 13(93)
IeM alone 25(5) 7(2) ¢ 12(21) 2(20) 0 2029 0 1(7)
Other anti-ganglioside antibodies
I2G antibodies to:
GM1 230 (43) 195 (52) 30 (44) 3(5) 1010 0 0 0 0
GD1a 225 (42) 191 {(51) 27 (40} 2(4) 1(10) 1 (10) [} 2 3(21)
GM2 4(1) 3(1) 2(3) 0 0 0 0 4 ]
GDIb 215 (40) 185 (49) 14 (21) 6(11) 1016 7(70) 1(14) 4] (7N
GTla 95 (18) 41¢11) 5(T  34(51) 5(50) 4 (40) 5(7) 1 (7
GT1b» 28 (5) 25(T (1) 6(11) 3 0 0 0 1 3¢
GQ1b 96 (18) 41(11) 3(4)  35(63) 6 (60) 4 (40) 6 (36) 1 1{H
IgM antibodies to:
GM1 31(6) 25(7) 5(D 1(2) 0 0 ] 0 0
GDia () 5(1) 2(3) 0 0 0 ] 0 0
GM2 (1) 2(1) 2(3) 0 o 0 o 0 o
GDI1b (1) 5( 2(3) 0 0 0 0 0 0
GTla 6(1) 5(1) 0 1(2) 0 0 0 0 ]
GTib 1(0.2) 1(0.3) 0 0 0 0 0 0 ]
GQIb 6(1) 4(1) 0 2(4) 0 0 0 0 ]

GBS = Guillain-Barré syndrome; FS = Fisher syndrome; BBE = Bickerstaff's brainstem encephalitis
AQ = acute ophthatmoparesis

Table 2 Patients with GBS and atypical GBS who have antibodies GM1b or GalNAc-GD1a

GBS, =375 Atypical GBS, n= 63
Antibodies to GMI1 or GD1a:
Negative Positive Negative Positive
Patients, n (%) 108 (29) 267(71) 30(44) 38 (56)
Sex (male/femnale) 68/40 166/101 20/10 2711
Age (years): median (range) 39 (9-87) 43 (4-87 32 (6-76) 37 (22-81)
Antecedent illness: n (%) n (%) n (%) n (%)
Diarrhea 55(51) 153 (57) 17 (57 25 {66)
Upper Respiratory tract infection 38 (35) 104 (39) 9(30) 10(26)
Neurological findings:
Ophthalmoplegia 13 (12) 22(8) 5(17N)* 0*
Facial weakness 18(17) 38(14) 5(17 1(3)
Bulbar palsy 16 (15) 42 (16) 6 (20) 2(5)
Distal dominant weakness 535 (51) 132 (49) 19 (63) 26 (68)
Proximal dominant weakness 14 (13) 381D 6 (20) 2(5)
Sensory disturbance 46 (43) 97 (36) 18 (60)** 12 (32)**

* p=0.009, ** p=0.02
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Table 3 Electrodiagnosis and clinical features of GBS and atypical GBS

GBS Atypical GBS  p Value
Patients, n (%) 82(91) 8(9)
Sex (male/fernale} 54/28 5/3
Age (years): median (range) 44 (8-36) 34 (20-62)
Electrodiagnosis: n (%) n (%)
AMAN 46 (56) 7 (88)
AIDP 33 (40) 0 0.02
Unclassified 34 I(12)
Antecedent illness
Diarrhea 32 (39) 5(63)
Upper respiratory infection 29 (35) 1(13)
Infection serology
Campylobacter jefuni 39 (48) 4 (50)
Neurological findings
Ophthalmoplegia 10(12) 0
Facial weakness 31 (37) 0 0.03
Bulbar palsy 21 (29) 0
Distal dominant weakness 37 (45) 7 (88) 0.02
Proximal dominant weakness 21 (26) 0
Sensory disturbance 49 (60) 0 0.001

AMAN, acute motor axonal neuropathy
AIDP, acute inflammatory demyelinating polyneuropathy
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MR RS & & U 7R R AE ME B 2 AR AR R D ERIRRIRREY

SEMRE  EUES?
FRREPFRE WHBEIET D EHS Y, BWARERY | KB B

WMAREE

FROR B E & B EE ML RRMER (CDP) RERNICEHEVEREINLTA
WRRBICH—EORE CTHEELERIL 22 2 REWed), ZOBEPIREKIEORIRE
BLEIOND, FRARTIIEREESRE LK CIDP EFIZOW TR L, HRIEZRIES
bR L OEBRER M EAE CARIBFEL{To7 CIDP B3F 35 filé, EX4AR
HFEZ CIDP LB TE RV AMREEN BERE 2 — e NF X5 b0 LHRIESH D 2
FlTh b, ZRLOEFIOBKERN LT, - mEAMISEHRM (GM1, Db, GAL, GQlb,
GTla, SGPG) #% ELISA BECHIRE Lz, XE0 35 Hliz. fEIEETE 13 5500 81 5% (T34 49
W) THME 23 #l. &t 12 fIThot, FREELZ X LERT 3 F (8.6%). FHEE 70
BTHY, 2FICATHERIEBEERLZLNEL L, 2 FIRRERX T » « AU—EREROLH
BIETHof. REREIZLY 2 FUIAIMFRFLEE LB, T055 1 SliNERENK
TP 2 FRICET L, | FIIFFRESEE ER2AHEN TE 2o, TUEREEEIET CIDP 35 #1
16 B (46%) BB Th o7z, MEEREE AL, FREE LR L7 CIDP @ 3 it 2 # L
mEELR LB eEt=m—nF—0 2 it 2 FHUIEHETH Y, EEHREBLED 4
WL bIcH SOPC FBBIBRTH ok, TR HOERML, CIDP TIHRIEE S K AR T
2 FREFABHNSNZ L L RHBHEBREORIINEEL Bbhi, BRES2 kL
TEFARTEREENEBIEENE <, COREILIEOREN TR I,

HEE

RS & TR SRR SRR MR PRRREF &k LI CIDPERIIT OV T2 O
% (CIDP) REERMICIEHEVEESAT  2HLAICT S AN THERNRN 2Tk,
Wiz, ERIB—ECHETHET S, ok

RMPIL 2D ERFVTD, TOBUIVIE 1440319964 DS IT SIS SIS BE PR
REORUBEREEZONDG. SERAE < ARs e - 72CI0P 1661, X T2000

FE LR R R KRB A T ARG B

1) Bz IR PR

am&x%ﬁﬁ%%ﬁWﬂ } #{T-7-CIDP 194, E+35% (FHE234], %k
3) L B KR FBR BN N o120, R ~8 1%, T EI40)

4y E SR BRI R e R R
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Thd, EHICERERFEMICCIDP L ZET
VR, EREEIMBEEEE- 2 —p S
F-ikdboLEREN D26 2RI
Z, ZTRHOEFIZ OV TEEREI 21T -
feo ET-MFOHEISEHUA (GM1, GD1b, GAL,
GQlb, GTla, SGPG) ZELISALETHIE L7,
P ZAMEOREEE IV — b2 ba—
LIS DR EE CRR Lokt 2R 1) |
Pk i 2t REE O TH + FHERZEL
LEEEE L,

MEHR

CIDP 35 #flrh, FRREEZR L0 3 4
(8.6%) TH-otz, 3 Bl& I ALFRREEH
LEINTWE, 35 FlF 2 flid M EBMIE
EESTED, £0O55 1 FINFFREEL X
LCWe, ¥F5 v« NL—ERREOSMHR
fEIL 35 Bl 7 BNz, £D D L 2 HIATE
WEEE LR LT, FUREREE HUAIE CIDP 35
Fis 16 B (46%) (CRtETH 7= (F1),
FEUR SR & 3 L= CIDP3 $li, 57 B,
71 BmBHEE 82 BBMETH L EHERIT 70
T, BREEERRI Pk 32 FlOFY
FEifp 47 MEKSTEERTHo, 3 i 2
Bl E Bt Th o1z, FREFL
RLUBHAEE - AF—0 2 BT,
64 ML 69 BAMETHY, 2 FlE LHUE
BEEAGRBETh o7, REEERGRE
D 4 il HIZH SGPG FiikEiRH, 1 HIT
R REERELIT., BUBROLER S
BHEDESHEMOREBIETERDE,

MR FEE 45k Uiz CIDP 3 i RsRiEic
T BRIGEFEDREN, 1 i AL

AR ERERE T & AadoTe, 2 BHIATRERSES
FEERTEA, 2055 | FULMHAEED
BBREILIDVELEDOREICRY 2 FHIC
L, 2 floBitfEst= o —asF—
TIAEREICH T IRISH 6 - THERE
EITHTHY . AIHRRBEERTIZ &
TERMPo, 1 FILLDFAETECLE (X
2),

W

CIDP 261 D FEREEIBRRAIZHEY
EEREINTWARVA, Dyck 50HE Tit
53 £® CIDP &% 75 EBHLEZLZ A
15%ICHFREEZ L L EERINTND 2),
%7 Gorson HiX 67 FlDHH 6 & (9%) M
AIFREZFELZEHELTND 3), &
OMETHEEOBECEIRERATE Z
HPIZLEREEZIT->TW5H, BREEOET
IZE D ATRERBBEE 2 RER L SNIER]
BE TN TS DR ORI &
2 R LR R, 32 Bl 4 81 (12.5%)
TALREERSESES I TV 4,

Fx OSEIORMIT 2 BROAORNTH
B, BEMIChE ER LIEF OB T
HY, EFEL B HEHIBREELES
LOTHD, ZD5HT 3 # (8.6%) B
MESFEROTEY, Z0HAEIRSETO®R
ErmLThLARELEZ NS, HET
~ &1L GBS L&A R SMERE CEYM
TRER ARG & % /= L/ CIDP JEFIBTETEL
e ThHB, ZhHLOFERPL CIDP TO
RERIEEIIR R IR TR L BREERS
VETHDHEEZ LN,
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% 1. CIDP 35 il (Ef] 1~35) L@t = —ntF— 2 fl (EF 36, 37) OTwT 4

— & HUERRE UL

fi 5 t& FFOR GBS MM ME MBEREH

BB BE BRRE BR BOE K

mBtiE H ik

1 57 M
1M
a2 M
49 F
31 F
76 M
45 M
46 F
13 F
69 M
47 M
57 M
1328 M
14 60 M
15 50 F
16 57 F
1741 M

L= T - RN B - AV B L

b
wmo= O

18 40 M
19 46 M
20 63 M
21 65 F
2251 M
23 69 M
2443 M
2536 M
26 64 M
27 66 M
2825 F
2954 F
3055 M
3125 M
3216 M
3318M
3448 M
3545 F
36 64 F

37 6% F

yes
yes
yes
no
ne
no
no
no
no
no
no
no
no
no
no
no

no

no
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no

yes

yes

no
yes
yes
yes
yes
yes
no

no

no

no

no

no

no

no

no

no

noe

yes
yes
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no

ne

no

no
no
no
yes
yes
yes
no
no
no
no
no
no
no
no
1o
ne

no

yes
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no

noe

no

no
yes
no
no
no
no
no
no
no
no
no
no
no
no
no
no

noe

no
no
yes
no
no
no
no
no
no
no
no
no
no
no
no
no
no
no

no

no

Bt
7
=3k
B3t
Bt
()3
]
it
2]
[543
-1¢3
Bt
i:313
33
Bt
33
Bt

fatE
Ptk
Paft
313
(43
=3k 3
£33
RAtE
PRt
Rt
5353

BAfE

pEtE
PRt
patt
Rtk
[543
=15
i23¢3

33

1eG (GA1), IgM (GTla, SGPG, GA1, GM]1, GDIb)
IeM (SGPG), IgG (SGPG)

IgM (GM1, GA1, GD1b, GQ1b, GTla)

IgM (GA1)

1sG (GT 1a), IeM (GM1, GAl, GD1b, GQ1b, GT1a)

IgG (GD1b), IgM (GM1, GA1, GD1b, GQ1b, GT1a, SGPG)
1¢G (GM1, GAl, GDI1b, GTla, SGPG)

1gG (GDIb), IgM (GD1b)

1gG (GM1, GAl, GTla), IgM (GM1, GA1, GD1b, GT1a)
IgM (GM1, GD1b, SGOG)

IgG (GMI, GD1b, GT1a, SGPG)

1gM (GQ1b, GT1a)

IgG (GQI1b, GTla, SGPG), IgM (GT1a)

IgM (SGPG)

IgG (GQ1b, GTla, SGPG) .

IeG (GM1, GAl, GDIb, GQlb, GTla, SGPG), IgM (GM],
GA1,GDlb, GQ1b, GT1a, SGPG)

1gG (GAl, GDIb, SGPG), IgM (GM1, GAl, GDib. GQlb.
GTla, SGPG)

1gM (GQ1b. SGPG)
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#= 2. MEmEEES$ L CIDP @A EE= 2 —a/F—

CIDP BgEito o —-0iRF—

FEPL 1 251 2 £E513 £E45l 36 FEH) 37
RENSARRERRETO  4yh 178 15| REEAD
7o R A R & TR R R R R PaRE < FROR AR | PUER=IFIRER | PURE =TMRAS | ERk <PRURAH | R <IPRAES
REREIIHT DR
AFO4F HY FIEAT HY HY REEAT
MR LA RIET Hy HY RHEAT
Vig &HY FHEST HY L L
Bz1@ (> Hughes functional grade 5 6 6 5
BRI Bt [=3¢3 20 3 )3
GM1 SGPG GM1 SGPG
GDI1b GDl1b GQlb
GAl GAl
GTla GTla
SGPG GOlb
SGFG

LIRITON T, fREIHIL CIDP OHEET%
FREIOKEYE L THEEBREELSETTRY,
FEOR P & 3 EFIITAR UGB R TH
BEREMRSH D 5), HEESEE R LUIES
@%ﬁﬁmﬁﬁ%wﬁwkbfgo@ﬁﬁﬁ
HExbhd, F1CHREKEENARCIDE
4. CIDP OBFR Iz < AENENRS
T DIIER RIS E 2%, H 2 1T CIDP
R EMRE R EBILE (ALS) BEfHLTW
LA ThDH, Ishikawa LIXIEERIED
CIDP THREALTREL LEFRFAIICOWT
CIDP & ALS OAHTHoERELTND
6)., ZhHDT & LR EE & ¥ L7 CIDP
DRRK L IEREORINPEELEDbN S,

SEIORHF CIIFFREEZ®E L CIDP &
BERBEE = 2 — m AF— LB THEER
MR OBEN B o7z, BITH SGPG
HEBEFANSEhoZ LIZEEER D, A
IS EREIR R 2 - A F— DRI
ﬁmf&éﬁ\cmpwﬁﬂﬁﬁmﬁﬁn%

bo TWHHREENRR S, SBRREEZE
T 5,

et

CIDP (231 5 PENRREE ORI —RHIC
BEShTVWH LY HEL, EETAEER
EEZbND, BEREEEX L CIDP O
RIITFBRTHY . RERBET & 1RIEOREILA
HBETHDB, CIDP ONRREEDHRE ICHEE
FEETEOREERRREND,

Xk
1) Ikeda J, et al.: Elevation of serum soluble E-
selection and antisulfoglucuronyl paragloboside
antibodies in amyotrophic lateral sclerosis. Eur J
Neurol 7: 541-547, 2000.

2) Dyck FJ et al: Chronic inflammatory
polyradiculoneuropathy. Mayo Clin Proc 50: 621-
637, 1975.

3) Gorson KC et al: Chronic inflammatory
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