WTZHETIZERHLTZ FS466 fil& GBS 100 £
RV,

BeIR R BB RATEE AV CRRRARNT (4R,
PER, e TIRGMER, FIRIEIR, FRRRER,
BRI R, 1gG i 7 VAV REUE, 1RFE
IR, EREREREE) 2{To7k.

R (R

JEE)LFRT GBS & ASAN LD B TIT, FIE
FEHBOFIEIZELIT 40 BRERTE Tholz. %
ITREYHERIT, PR ORBLLARNIZ 7 EITRR
HHI, EbIC ERBERERED 6 FIL LR EDHT.
FIFAERICEL T, EEATRE GBS 13560
XA 50% % HDT-DIZRL T, ASAN X 18%&
1K<, BERED 2% LEbEhoT. R0
FRMELLTIE, 2EFITIEH -7 ASAN IZ

BUOTHIRBRE SR D b, LHICEED
EEFREL 5 BT THY, TRERERSIIHE
RAETREL, ANTIRREREEE B0 5E S
BEDLINEPST- AR TIEEL TV, E
%A GBS Ti¥, BB ICEEDEEFEIC
ERTHEFAS—IICRO LN, REFR T
13, BEE B HIARAREES IgG Bt GQlb, 7T GD1b
PLENIZEREE TR LI,

TEEN T GBS & ASAN % AAN LLTHE
L, FS & GBS L B U7 RIT, BEFEIINT
b 30 BAUZ UL oY — 723, FAckhid 3
%t 2 LIZERBEE Tholo. SATRYHERITV S
b 8 BILL EizsEd b, FS & AAN Tid EXGE
ERNEEE ST, T U4 RHER
AAN 2B\ Th IgG #T GQlb, H1 GD1b HifkD
BYEEE IS DT

EE

YEFh S5 GBS & ASAN LD LR TIY, EED
KT GBS OF D UAHRFREO RO, BE
DEBFHE ~DOERFINENEVIBRIER
DT, LnURdib, ZHESDRRIRER%
EERFTRICB VT, BEAESEL, EhtEo
HORBETHDIILI RSN, o T, AAN
EV), DEDDRBEMELTEMNITOND
THA).

AAN CLCOEEREIT, GBS OFERGLLIL
FS ORELHEL TR 2 b, FS ITEWERREZ
RUTz. —EBOERITHE, EEDEBFREIZE
B BZATHIEEL-. FS LRIERIZC AAN ITE
Wb, BREF CIERE T LV b Livan
S, EBREIC MR T 6T, /a7y
REFEFIERE DR OIBRBBRIRDDL
no.

SCHR

1. Richter RB: The ataxic form of
polyradiculoneuritis (Landry-Guillain-Barré
syndrome): clinical and pathologic
observations. J Neuropathol Exp Neurol 1962;
21:171-84

2. Windebank AJ, et al: The syndrome of acute
sensory neuropathy: clinical features and

electrophysiologic and pathologic changes.
Neurology 1990; 40: 584-91

ERARER
7L

IR EEFE D HIFE - BECIR UL
ReRFUE 2L
ERFEREG 2L
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5. AAN, FS, GBSIEHIDOEHKS

AAN FS GBS
total  Ataxic GBS ASAN
FEBIE 48 36 12 466 100
H(F/&) 27121 23/13 4/8 281/185 64/36
FEE R IUE (FH) 40 (11-75) 41(11-71) 42(18-75) 44 (2-86) 36 (1-83)
FEFTRRMESR : )
ERER 63 67 67 64 31
EEES 8 8 8 13 35
ERER+FBR 4 6 0 12 6
ok 10 8 0 1 6
2L 15 11 25 10 21
FIFAER: (%)
iR 9 13 0 65 2
REE TS 2 3 0 4 0
sfis2iaal 5 6 0 2 52
B:RNET 40 50 18 32 0
ERERE 58 50 82 14 34
TREZAIET R %)
SRR 27 33 8 100 16
PUERAH AR 4 5 0 35 0
IR T= 17 19 8 37 8
BEHRRE 10 11 8 22 22
ERABREL 10 14 0 17 24
ORGSR T (PIER0 48 47 50 25 100
BRE* 87 82 100 100 40
ithed 13 18 0 0 60
BER AT
HEEET 94 94 92 100 90
E%-TLiE 6 6 8 0 10
Babinskif#{& 2 0 8 2 0
SEENSFR(RER 100 100 100 100 T 16
Rombergf&tt 75 100 0 90 88
Rombergfft 25 0 100 10 12
BREE 88 83 100 45 64
FEHEREEE 27 8 83 17 12
REBRES 29 28 33 7 14
EERRE 71 67 83 45 58
ATFERIREEF 0 0 0 i 20
FET 0 0 0 0 1
FEBEIEET B (BEIVERAETOHM) -
ERAfaAER 18 23 14 43 38 38
238 29 25 33 81 57
IgGILH 7 VARl (%)
GM1 17 19 8 10 44
GM1b 29 28 33 16 30
GDla 13 11 17 11 44
GalNAc-GDla 6 8 0 12 32
GD1b 56 44 67 26 50
GTla 44 53 33 78 42
GQ1b 48 50 50 83 26
TRFRBRIR: %)
27 AR AR 13 8 25 4 6
AT AR/ 9 4 25 10 6
MmiEE{LaRE 9 8 0 19 12
SIEI 7Y R RBERE 59 63 50 63 88
RBEE 28 25 38 18 6

* = 4 on the Medical Research Council scale.
** =< 3 on the Medical Research Council scale.
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BHERREME = — T —DERRE

& s AE S

RERA D, NESH Y, FEE—"

BHERRE =2 — 3 F — (ASN) DERRGOREEZALIILI. L7 VAT FHRREREK
HODH-7-MiE 12,300 FlD5L, BHEFREOMREREE 1S WG KT -SHRGREE b7
VN 80 FOFRRREE, RIEFRCERERN REREL. Sl REL 37 5T, B 46 #, ik 34
Bl CTH o7z, ERIERRGIERAS 43 B, THD 10 FITHRITL W, MERRFEREIT A, RET
13 34 fl, BAEE R - IREVEAR T IZ 31 Bl CALTz. IERENE, 61 I TIET -THARL, BEMRRE
Fi216 Bl ThH-o7-. BERE BHIIRAFRED 49 41, RAEMBEAEREICRB O TH I TREMRBORE
DIrBIVTE. ASN I KBRS EITL, BEAHMET -2 2 L0 FIRE A MIRAFEEN 2<Hbh
BILb, B DREFHBFRBEICESL TQOAI SRS,

Wr7E H 8

Guillain-Barré iEREE (GBS) 13, BRARE
Z2RIIZ acute motor axonal neuropathy (AMAN)
& acute inflammatory demyelinating
polyneuropathy (AIDP) &IZH¥EINS.
AMAN [ZESFFED S, AIDP (JES), BRI
BLBICRESNDIEDZ . BEMRED L)
BEEINAHREIL, sensory GBS &L TAHETD
W|EDDDH, LEFITORFHIATON TV
V. SEDILDIVE, AMAN % AIDP &#72Y
BEMROLPEESNDFEL SRR
Za-—1/35F — (acute sensory neuropathy:
ASN) LEEL, TORKBZHALNITTDHIL
ZEHHEL.

D B ER R AR

RRLFIE

1996 4= 2 A 56 2006 45 10 B iZHu 74
YRREREERBROSH 72 12,300 FilZ %
LUz, RO —7 83 2 BN DO BMERAE
THEOEREEL A2 LD, IREKEHEERSE
O THE T 272V EFI OFRIRUE, fF
BERAT R, R R CERERT R, 1BREH
L. BrL omE, Tra—)b, FERED
FIETHENIBRS LT,

BEEMHRDSFHDH ASN & ONEORHE
RO A NEESND pure ASN, QR EHZ
DIEFEITINZ B BEFHELEESND acute
autonomic and sensory neuropathy (AASN), @
R MREE I CERIOEEmERRES T
% facial diplegia with paresthesias (FDP) {24358
LigefLic.
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FER (Table)

80 BlZEED ASN L2HTLT-. 80 BilDEES
FILEE 37 BT, 20— 50 RIZEVMEM A HH
e, MBI, B 46 i, &tk 34 I THoTZ.
ERGERRYGMEIRDS 43 5, THIAS 10 BITHATL
T REEEORERNL, mAESS 55
B THoT=m, ARED 256 (OBIZHE#D) &
b, BRMRRERRIIEMFATAHLD, fif
RARTIE34 6, BSLER - REIEOETIX
31 I CH LA, Romberg R
pseudoathetosis 1%, 23 BlICHEL Tz R
5113, 61 BICIRT -HKL, BEMRERIT 16
B CHLILTE.

RS B TR 1 MR 23 49 G 7
bV, RIEFREEREID, 48 FIl TR
ORERHLNT. ZOOLERREHRIEENEN
DOEHAREIL 15 B, IRIBE T 15 6, EEK
Tix 9 Bl THolz. L7 UATRHuEIL 5 4
DHRBMET, £D3H IgG 77 ADHL GD1b Hifk
23 FIcREE. IRETE, ey
REFBEFREEZRAWONTW-DIE 25 41, &l
BREAT AR 21 FiIC, MR LRI
12 Bl CThoTe. B DEERITIL, /a7y
REFERIENLSGBREN TV

ASN ZREEMBROSMNOE 3 DITHELE
BEHzLBE, pure ASN 2% 53 f5il, AASN 2% 16
{5, FDP 23 11 #JT&->7z. Pure ASN %, AASN,
FDP kb2 E T a7 Y REFIERIED
BEZROLNTCNARIERDRRD>T2. AASN
IX, BERFRIE T L RERERN D72, X
FHIMETLTWBHI3 %A, FDP i,
T LRGERPRIERE B LW, RIFHHRE

-~ 158 ~

CERBECIEE DN ST,

BB

ASN i3, EEGEREENSITL, BEIRE M
IRBEN S HONBIELY, B OB RAH
FRFIEICREEL T A ESBHERIS L2, ASN
DIREEIX, VL7 VAV RHUED LR BIZEA
EHLNRNIELY, AMAN DFREEE R B LR
b, e, KAEHFRRERE IRV
T ARIVEIREENRZLHONDTLLY, ASNIZ
AIDP LRIBRDIFIELHE 2T o7, &2,
ASN I AMAN <° AIDP DAShDFRRER FARE L
7.

BEINHRICIDHEEITIE, BIREIE
RBREF ROFFENRR DTV —IZahh
BHZEBHALDITRoT.

SCHER
1. Oh SJ. et al., Sensory Guillain-Barré
syndrome. Neurology 56: 82-6, 2001

ERERE®R
7L

R EERE OO R - BRI
FRFEUS 2L
ERHFRBE 2L



Table. Clinical profiles of patients with acute sensory neuropathy

Total Pure ASN AASN FDP
n=280 n=353 n=16 n=11
Median age (range) 37 (8-84) 41 (8-84) 52 (16-73) 32 (21-72)
Sex (M/F) 46/34 29/24 9/7 8/3
Antecedent infectious illness n (%) n (%) n (%) n (%)
Upper respiratory tract infection 43 (54) 20 (40) 4 (25) 7 (64)
Diarrhea 10 (13) 6 (11) 4 (25) 0
Neurological findings
Cranial nerve impairment
Facial nerve palsy 18 (23) 7 (13) 0 (0) 11 (100)
Bulber palsy 2(3) 14 1(6) L 0(0)
Tendon reflex absent or decreased 61 (76) 40 (75) 14 (88) 7 (64)
Autonomic failure 11 (14) 0(0) 11 (100) 0 (0)
Sensory loss
Dysaesthesia 80 (100) 53 (100) 16 (100) 11 (100)
Touch 34 (43) 23 (43) 8 (50) 3@n
Vibration, position 31 (39) 21 (40) 7 (44) 327
Romberg, pseudoathetosis 23 (29) 13 (25) 531 0 (0)
Labolatory findings
Anti-ganglioside antibody positive 5 (6) 4 (8) 0(0) 1(9)
CSF albuminocytological dissociation 49 (61) 32 (60) 10 (63) 7 (64)
" Nerve conduction study abnormality 48 (60) 34 (64) 10 (63) 4 (36)
Treatment
IVIG 25 3D 14 (26) 6 (38) 5 (45)
Steroid 21 (26) 13 (25) 6 (38) 327
Plasmapheresis 12 (15) 8 (15) 3(19) 1(9)

ASN = acute sensory neuropathy; AASN = acute autonomic and sensory neuropathy
FDP = facial diplegia and paresthesias
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GBS B2 CD1 &z F£4

SRS KEEET

EREEE @REX. NLETF, KER, BHFE

MREE

FRSHMRIIIEE ICEA B TH Y . GBS CIImEE I IREREIC T 2 HAENED b
N%,GBS OFREITIIEFRRORFHEE LTS EEZ BN AN JEEFFERIZIZICDI
PFRBEETHH72D, CD1 OBETFEEMNEBRIEICEET S HEENDH S, SEbN
i GBS35 41 (xGBS8 i, FS7 ). BAANERSE 36 flic>& CD1 DEEFLE LK
LD, GBS# L av b — A B THLNREEER R -7, CD1 OBEFZEICE
T 5% allele DREBFEEIIARBICIVERY, BKAOREZBEELET S 2 LIZEET
HY. Fle. BERAAOFEDBSEBZ e, SREFEEHESL L CRITDLEND B,

IR

GBS DORE#HFICE L TIRWEEREA
DRBBND, BEEIZIVMEIDOHER
FIEN & o )T LR o TRIET B LHEAIS
nTWD, L, FURRNEZ ST 2@k
TRTRRIET DT TR L, BEAEL
LEIE LT WVWERAEARDD LEZ DD,
INETHRERICE L COEEDOERIZD
WTiIEEICE MEBBEETIERETH 5 HLA
WICOWTHRT SN TE 7=, Fx b—rEERE
EEIOBER PR & BT SN 5 FRME
GBS (+GBS) i8I} % HLA OEi=F£H
WZOWTEE L2 o & FiE HLA

BEFERIC-EDEMITIZ bR o1,

— HF HLA R Z VRV EEZHE L LinE
BICREETHLN, BEOTERTRIZIX
CD1 L FBREETHDZ ENTEFEHL N
IR TETWS, #HRERIIEEICE
B THY ., Bz GBS TEREMICALN
AR ECHEIN 7Y 2 R LlE
BERREELTHDHLONREN, ZTD®H
FURRIEIC S5 i & LT HLA % &
Dt CD1 o FAREBREEZE-TND
AREENRH D L E X T2, FxH CD1 IZE
B U7k 12 234053 CD1 D& =58
WOWTORBEHRITEE+HoTIERL., dF
VHEEENTWaholn bt Bbhb, 0

IR RFEFRHENFZE

BEIFEISERANEBECBIT A EEFEREOE
ERHBWNOE, BIZIEE CD1d 13 NKT #
I DHURIETRDF & LTHEEEINT
W3,

CD1%4+iX MHC 7 7 X 14F LM
DIEEE HOBEEX X7 CCD1AE ®
REXINTWVWB,HLA &V biEEFEEIT
DN EHEINTWANR, SNP BNKRAIC
BEETIHAELHY.CD1 OBEFEHEN
RRICBEET RS D EEX T,

PDEDX>72%EEXY GBS 2RBITAHE
ERIOERZHLMIZT 5= CD1 &
EFEREERE L, ‘

XEB X OWFFE 5 B
Erk 12 F X VR FHE L, Rk 17 F1
BEBLOARE X THRRELZBFMB L, 1B
RIZYURIZARE N GBS EFICHER
NEBENL, REZELNEMMIOE
BEFREN 25T Uz, BRICER ik
722> TWBEF S ZEH > 7255, BEDN
ENTZ/2IT, B4 0%DFEFNLIFGEE S
OF LH%E 5T, BERER, fUERE, &
BERRE., ELFRIELEIT U, BEE
W, PERR, FERBREOFERIZOVT
IEEEDOASERB I OVISNL 1T THE LT,
A A OEETFENTIEZ B A< GBS/FS 4
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3561 (95 rGBS 8 ffil, FS7 & &¢e) I
DEIToT, SRE LT 36 HloBARANE
BEEZRAW, RIEEMLER? S DNA 2H
HL., % CD1 &fzsFDx=r Y 2 ZHEE
9% PCR %47\, Direct Sequence {5
721X PCR-Restriction fragment length
polymorphism (RFLP)ik% HWTEZE D
fRAT 21T o 7=, GBS #f L BEHI & i
5Z Ltk CDl 0ERET L
(genotype)l —EDMEM M H 2 & B L
7o 2B, AMERITILERFZOREEZES
CBWTEREZIT 2. BRICOVWTIA
EREANNTZTHAZITY, XETREL
B/BTW3. EACERIIBLTRICHD Z
ERRNE D ITHLOEREZI, TTA
N—OREIIT BB L.

MEFER
A EfEYT LY 7 Tid CDIB,

CD1C (GBS D #A#%K). CD1ID iZ4fl
genotype 01/01 TH Y, ZEEFR D20 >
720 CD1IA B X' CDIE iz oW T IiiE G+
SR ERDTN, FTOEBEHEEIZ GBS B
SR LEENEHTHEEEI R, BFRE
MIETHBRLTHZDZWMEROS S
ALLELE 2523 DD0FEEIZIZVWEDS
pinols, (1) Tk CD1A & CDIE
DHAEDETHATHLREETH- T,

2006 % 7 H Caporale & (Italy) 25~ &
£<EULRET GBS IZOWTHRRLERE
2% J of Neuroimmunolgy {285 U7z,
m o o B Tk CDlA*01/02 ¢&
CD1E*01/02 DA EH GBS BED
fEREZ SR T I EHmME L TWAD,
EEDOFH 42 ORR CIXFHROBERIIBON
minotz, (FR2) CD1 OBETFEZEICIE
HebEABENRHY, BKALHAERAT
RBICEET 2BEETESINRR D WHE
HITH D0, SEFR7HHTIZ GBS %
EDERECEE L L BEDbh38ETS
BIIETERMPoT, FEIEZI V2 2
WDOWTRE LA, fioBEEIEETH
BHERBHEIIRE TERY,

z2
Genotype (J: apaneseiGenotype (Ttalian
Our data) Christina M C. et al)
umber of subjects
(%) Number of subjects (%)
01/01 01/02 02/02 [01/01 01/02 02/02
CDI1A

2 11 22 58
GBS (6%) (31%) 63%) |2 (38%)5 (8%)(89%)

3 13 20 23 77
Controls(8%) (36%) (56%) 0 (0%)(23%) (77%)

CD1E
6 18 11 36 23
GBS  J17%) (61%) (31%) |(55%) (36%) 6 (9%)

5 17 14 34 54 12
Controls(14%) (47%) (39%) [(34%) (54%) (12%)

#z1

CD1A IMFS GBS  Ir GBS {Total  |Control
n 7 20 8 35 36
CD1A

*01/01 0 0% |1 5% |1 13%]2 6% |3 8%
CD1A

%0102 |1 14%f9  45%f1 13%|11 31%[13 36%
CD1A

*02/02 6 s6% |10 s50%le 75%)22 63% |20 56%
CDle [MFS |GBS |rGBS|Total |Control
n 7 20 S 35 36
CDIE .
*01/01 |1 14%|3  15%2 25%l6  17%l  14%
CDIE

*01/02 15 71% 10 50%|3 38% 118 51%|17 47%
CDIE

x02/02 b 14%l7  35%|s 38%fi1 31%f14 39%

BR

&
AERR LB TIX CD1 #nFEEL
GBS RIEIC—EDEMITFE Lo T,

SCHR

C.M.Caporale et.al.:Susceptibility to
Guillain-Barre syndrome is associated to
polymorphisms of CD1 genes . J
Neuroimuno 177 ;112-118,2006

EFaRER MERL
FR EEHED HER - B&RTL

RrerEUfS : 2 L
ERFETE 2L
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Campylobacter jejuni U AR AU THEIZBIT 5
T TV FY R b —T7D%HEME

SEMTREE fRE Y
KRS TERERY, SIBEM . iR

MRAEE
X7 - NU—EFEEE (GBS) ORIEIL., 7T LRMERE Campylobacter jejuni ® V R Y =5
(LOS) LIZHETSHGMI &L GDlaT ¥ h—FREETH S Z ERFEERLNE SATVS,
AW TIE, GM1 - GDla IS D H v 7' Y A R t” h—7 A GBS BIEICHEE LTV 3 285
L, ZORER. IBREFHFEE (N=103) & hE L GBS BHHkE (N=106) THBICEEI
RALTWDIH VAV R b —T 1357, LL, GM1 - GDla=E h—7D\h
bA L2 GBS RO T, HESICL ZMETORRE, 2 #R725 GalNAc-GMIb £ LOS 28 LT
WD ZEBTMoTe, GMIb T E M7 &z GBS 7 & THMIER HS:19 ThH> GMI
£ GDla= ' b= HRHENTEY, 5B 4RICBVWTEESHT TGMI & GDlat LOS 25
LTWD Z MR ENT, GBS 23817 DL GalNAc-GDla ik DEA D, 5B 3 2 5EEEF %
b2 GalNACc-GMIb #R LOS 5T 5 Z L AVRENTZ, &5IZ, GMI - GDla £ LOS AL &
ERKT DI & TGMIb LELT2HEEHAL, LGHA GMIb FiENELSNB LEX BN
5o

EASE:D)

¥7 v« N—EEE (GBS) ORRERMKEREE
ELTRERVEHEED 7 LEBEEHE
Campylobacter jejuni iX, BRI EICNERE
HE2HTDHIVRAY I8 (LOS) 2H/T 5,
ZOFY) IFH L BEN T VAL FOE
HEORICHRMERFETSHZ LT, GBS &
FOHFIZBOTHA L 7Y 4 RN EL
SNDHLEZDOND, GBS ZERE LTV C

1) W B REFRZFFEA - FRiR05 BB = 24
&

2) RAHEREEMAE L £ —

3) BB ERRFFRAR
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Jejuni ORI L LT, GM1 & GDla# LOS
DELGEZBETDHIENEETHD ZEBbh
DRULOMEIZLVIEFERA LN E 27 A
FETIX.GM1 ®° GD1a # LOS ELsb D H > 7Y
FYFZE =77 GBS BiE L HEL T
DEREMEIZB L CRETEIT - 7=,

MERHE

« C. jejuni Bi¥k - LOS fiHY : GBS B M & 458k

B SN C. jejuni B 106 %k E A\ iz, &5
Bz IR R T 37 EMEFREM (0,5%,
CO,10%) T T48 FBFMIEEE L7-%IZ, BHE R
BEAEBEAEKIZEIR, Proteinase K AL 217 5



TFIREIREZHE LOS & LTERICHWE, XE
L LUTBABRESRED 103 %2 AV,
cHZUFV R F—7ORH  GMI.

GDla, GD3, GTla =t h—FIZ DT,
FNENE 7 v —F G (GB2, GBI,
GMRI19, GMR11) %, GMIb =t h—TZ2
VT IgG HT GMIb FiEBEEEnFEEZ AV
T ELISA TH#Ef L7, GalNAc-GDla =& h—
713 1gG Hi GalNAc-GDla Fi kB BE miE %
AnWCHERI a~ NI 7 4 —RERETRHR
L7,

- FEEHARAT : —BEM O LLER X Mann-Whitney U 1R
TETITV . W P E<0.05 DBEEHEEEDH Y
EHE LT,

- HEESOERE  BHRSBEEETETT N

YT ULBEANBETERNE LRI, K
iz Bz,

MRHER
cBRIEL NGBS THRIIEEICHRE S
NEF 7V A R =71 GMI1 &
GDla =t h—FDHTH -7z (Figure 1),
ODz0.2 (GMI1, GDla, GD3, GTla) 72\
L ODZ2.0 (GM1b) OHFAEI (= h—7
bV EHRETHE, GML = b—T11 75
¥ (71%). GMIb7#% (6.6%). GDla64 #k
(60%) . GD3 41 ¥k (39%) . GT1a3 #k (2.8%)
TRERADY LHES T,
+ GalNAc-GDla = & b — 713 GBS ¥k 22 #
(20.8%) THRHEINER, BEKE (31.1%)
LHAEHEE TH o T,
*GM1-GDla =t h—=7DWFHbHE LN
LHE ST GBS 31 RO F T, GMIb R

GTla=t b —7%F L TWKIZ Lo
23, 11 ¥ T GalNAc-GDla = & b — 723558
HY LHEIN, ZD1BROBZEMF 1gG
P1 GalNAc-GDla HLiFIL 5 FICHIETH Y,
BESHT T 2 8R4 GalNAc-GMI1b #: LOS #

BHLTWAZ ERHERS M,

- GM1b = ¥’ h— 7 S 7z GBS 7 #RD
BE M 1gG 1 GMIb i, BIEFHRET
ol SFRTTEIMMERETH -

(Table1), &5HIZ7#E&THMFER HS:19
THOGMI & GDla =t b—7 LBl ER
TEY, 2B 4FRIZBVDTEESH T GMI
& GD1a#RLOS ZH LT\ 5 Z L S HER
iz, 726 BT 5 R A (est-II [Thr51]) @
LOS B FEEZHE LTV,

R

SEIOHFFICEBNT, GBSRED Y X7 &%
DB Cjejui W7 )AL FELOS & LT,
GML1 - GDla #k LOS PISMZIZBA 6T TE 2
Do, LU0 Z ORI, Eax 0
FIZHV T GMI - GD1a #: LOS LSO > 7
VA Rz b—775 GBS # &7 5 F8E
MEBEETDHLO TR, B IgG i
GalNAc-GDla FiEDEAIZ, GalNAc-GDla
DAV THEIER TR O FEHELSI ML B
GalNAc-GMI1b £ LOS RS LT3 Z & 78
A ENT, —F. IgG HLGMIb FLAEDEL
{Z GM1b ££ LOS TiX72 < .GM1-GDla #£LOS
NEETHDILEZ N, ZORKRIE,
GMI * GDla#k LOS R EEHEEFEMTHZ L
TGMIb BT A2BEERM L., 1gG
GMIb AR ELSIND Z LR Lizbhvb
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NOBEDHERREZIF/TIOIHRTHD 2%,

Xk

b 1.
GBS 28T 51 GalNAc-GDla JLiEDEL

W2, BT DEHESIEE T 5 GalNAc-GM1b

RLOS BREETHZ EBFRENT, EHIT,

GMI * GDla ¥k LOS R EEEEFMT 52 &

Koga M, Gilbert M, Takahashi M, et al.
Comprehensive analysis of bacterial risk
factors for developing Guillain-Barré
syndrome after Campylobacter jejuni

enteritis. J Infect Dis 2006; 193: 547-555.

TGMIb LEEETEEZER L. 1gG T 2. Koga M, Gilbert M, Takahashi M, et al.
GMIv FIERNEEINA L EZ NS, Complex formation of bacterial GM1- and
GD1la-like lipo-oligosaccharide can make
30 GM1b mimicry for autoantibody production.
) B GBS-related strains . . .
. * — Enteritis—reicat?d strains J Neuroimmunol 2006; 178 (Suppl 1):
17 Contro|
2o * Meanz2SEM $126-127.
g
&0
ERERIER
0 . I I 7L
GM1 GM1b GDla GD3 GTla

Ganglioside mimics on
C. jejuni lipo-oligosaccharide

MMM EEDOHE - EHKR

Figure 1 Ganglioside epitopes on Campylobacter
Jjejuni lipo-oligosaccharide.

Dark bar, Guillain-Barré syndrome (GBS)-related
isolates; striped bar, enteritis-related isolates.
*_significant difference (P<0.001).

FEFEUE : 2L
EEIES S

Table 1 Bacterial features of Guillain-Barré syndrome-related Campylobacter jejuni isolates which were judged

as having GM1b epitope
Other ganglioside LOS biosynthesis est-IT Anti-GM1b IgG Ab

Strains epitope’ Mass dara®  Serotype locus genotype titer in patient
GC001 GM1, GDla. GalNAc-GDla. GD3 ND HS:19 Class A Thi51 ND
GCO16 GM1, GD1a, GD3 GM1/GDla HS:19 Class A Thr51 64000
GC022 GMI1. GD1la, GD3 GM1/GDla HS:19 Class A Thrs1 32000
GC063 GM1. GDl1a ND HS:19 Class A Thrs1 ND
GC093 GM1, GDla, GD3 GMI/GDla HS:19 Class A Thrs} 32000
GCl152 GM1, GDl1a. GD3 GM1/GDia HS:19 Unclassified - 2000
GC170 GM1, GDla, GD3 ND HS:19 Class A Thrsl 256000

* determined by antibody-probed analvsis as described in the text: ® determined by capillary electrophoresis-electrospray
ionization mass spectrometry (CE-ESI-MS); © normal. Iess than 500. ND=not determnined.
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1t GD1b FrifEM G GBS MLVE D S B L dgi L D FEES

SIEE M D
KFERE BHE—

2, N1, “*%DE’%") HEET?

EHEED FIEEF

MREEE

$1 GD1b LA Guillain-Barré SFEMEEE(GBSWI B W TR FRER L BE T ALV HEN LA, LT

ZIRSIRWEFIH D T2T2n,

A EHT GD1b HLED affinity DEERMUEEZTARDTD | H 7 VAT REM

FURZRWRZY — =07 TH GD1b HLik B BE 4 Cdh-o7= GBS17 41 (SFREE 9 . FE 08 8 )
IZDWTGDIb R E LN 7 VAV M EAER(GSCTR T A AR ISR AL OB R, &
FAEETIX GD1b IZ GD1a, GT1b, GQ1b, GalNAc-GDla ZZNF M- GSC I3 AHARIEM A3
KRB A_FRIZIVEHL, —F CIHLFREE TIX GDIb 25 720 GSC Izt AHEN R ERIC

Bt TH-T, 16T, KFFHICEE TS50 GD1b Hiffkid GD1b B FRIZEEENEL —FH GDIb T

R TH RO O miEIX

BEEH

Guillain-Barré FEERE(GBS)D#T 60% 2745
NAFH VA REURIL GBS BIEICBE 5L,
Z ORISR OBE N IBIRERERELT
WBEEZ BN TV, ZHET GBS ICBWTH
GD1b FiEIZLFIRV BEENH D LT s
M6 EMERFIREN(DRG) R BEMATIC A DI
% GD1b D/RTE. GD1b BAERROFBEATRLE
BEEEEREo o — S —LOME., £
RFERET MIIRITS GDIb HEHEAD -
F2EBHEIN TS, 2), ZOZEND
GD1b & T3 H CHENR R EE LR
EAELDEHREND, —F . Ba D IgG #iT
GD1b HLRE MM GBS IOV TR TIL9
B 4 Bl RFAZTBDIZDHTHT2(3)e TN
IDNCHIRIE BB — TRV OIIEMFUR~D
accessibility 33X affinity 2385 L T\ A EEE
PERE D, WL FEIE B IR LT cluster &
L TWBEEBE LN TREY, S5 GBS 1T
I TVF VR ESESURDIFIED D),
1) EERFEFBEZENE
2) BHEERIRFERE=ZNE
3) BREEZ—RAR

BEBERICORIS T 2L HbDERoT,

FEH— YN SIEE L CEARER LT
FUEUZHRT 2 HUED affinity (2252 RIFLT
WARTREMEN DD, £ T4A[E, Hi GDIb Hilko
T TVA LV FBEE(GSC)~D RIS R L5
FAEDOFEBE%E GBS FllCB W TREILZ,

Broe 5k

(1) x£::1997 4 11 AH5 2005 4 11 A ORI
RERFBLIOIRERZIZEDLNZ GBS &
M MIEEZFVT, 11 BOERETEGMI,
GM2, GM3, GDla, GD1b, GD3, GTla, GT1b,
GQIlb, GalNAc-GDla, GA1;% 200ng)iZ%33
IeG iR EBIE L=, FOF 95 IgG Hi GD1b
FURBERBME O MIELRBORRELE,

(2) GD1b &t GSC (Zkh32 s BIE0fE
Hr:GD1b &Z DD 10 BOFEIREHRE DS 1
B 111 DR TRALTER L GSCHIEIZ
45 1gG PLiliEHEZEIE L7z, 1gG $L GD1b
PUEDHFFIE OD fE% E¥E(100%)EL TH GSCs
IR D EEOE{LE R L 72(%0D), ¥
7= GD1b & F2VEIEE HURIC LD GSCs 12
R AHAEEELEIELE,

(3) 1gG i GD1b FLikEEME GBS %, LFREELIE
FABTT. & GSCs (239551 GD1b Hifk

. —165-



EHEOELEEB THEL, ShmBEDiER
FERIZ OV Th EBRRE LT,
(fREE~DER) A EILEERFORES
ELIBWTEREZ T, 7745 —Df%
T EE LT,
RFER
(1) %t£:1gG 51 GD1b Frik B GBS 131
TROSHRFAHIOF, FERFAFISH| T o7z,
F1 GSC Hifkix, KFABIDI>H261(GM1/ GDla,
GM1/GT1b), FEFFRH 2H(GM1/GD1a, GM1/
GT1b, GM1/GQ1b, GD1b/GQ1b E)ZFEH Tz,
(2) GD1b & tr GSC T2 RIS DRRET
IELFRF DOH2M13HL GD1b FLETEMEI 55
T, GQIb & Tr GSC T T AHUATEMENE
BIZEV =D BB ERI LTz, $1 GD1b i&H
1Z. BEFOEE T, GDla, GTla, GT1b,
GQlb, GalNAc-GDla EDEAEIZH LT 50%
A EDAR T 2R Uz, KFEI OB % TR, Al
WD 2B RN =FE KR BGI6FIZ FERFRELL T
BT AL, RFARIZRBWT, JELFRABEL L
T GDla, GT1b, GQ1b, GalNAc-GDla & DFEE
ETHAFREEOBLS OBREIXEBICEIVARED
77, GM1 £721% GAl LDRE TIFMmELLHT
(REMEIIBET Lo T,
(3) EEEREEAR D ELBZ - RRREE O DO L 6 IR
REREERE L THY , B0 3FIF 260/
MMRER DI DAL Tz, FERFAREO B HRERRE T E
= NMER A DNED T, SMNRRES
PV R T I TAEL(S B1). FFRREFE
BhebEEE Tholz,
EZE

AEIDORETDD, GD1b i gangliotetraose &
BD 4 T NVEBEESOH o TIA TV REDIR
A TEOZRTEELECSEEE LT
THEE LB, KFEDOHL GDIb FLikiiz o
EH72 GSC TR U TIEMNERITIR T 4528
b, KFAELBEETSH GD1b HiiED UG
FEHOZRTEBEDEICEELZ TR,
GD1b B E~DFERERIVEWEEZ DD,
FERFABITB W TR X 7251 GSC HLiEDS £ &
LTRY, Zhbi3EMO GDIb FEEIVLES

AFESIT affinity RV EE 2 BB, LT 7Y

FURBUED KSR R, BIOHIIRE EogE

FHEAEIC Lo TERINEEF e —T

PERFLR A~ affinity X R avidity (ZE2L.,

FRIER O SR EC QOB FTREMEN DD,
H%!%

(1) GD1b i gangliotetraose ‘B D 4 fLizT T /v

BEELOH LTIV REDIRE T, FDOZIRT

HiEE TS GSC #HK T3,

(2)GD1b B Kizkt3 24 BN E VL GD1b

HUET ataxia DRIEICEET D,

(3) 5t GD1b HiEB M CRFAZ EbRVWEl O

B EEEOEHICLEERTS

Xk

1) Kusunoki S, Shimizu J, Chiba A, Ugawa Y,
Hitoshi S, Kanazawa I. Experimental sensory
neuropathy induced by sensitization with
ganglioside GD1b. Ann Neurol
1996;39:424-31.

2) Kusunoki S, Hitoshi S, Kaida K, Arita M,
Kanazawa I. Monospecific anti-GQ1b IgG is
required to induce rabbit ataxic neuropathy.
Ann Neurol 1999;45:400-3.

3) Miyazaki T, Kusunoki S, Kaida K, Shiina M,
Kanazawa 1. Guillain-Barre syndrome
associated with 1gG monospecific to
ganglioside GD1b. Neurology
2001;56:1227-9.

4) XKaida K, Morita D, Kanzaki M, Kamakura K,
Motoyoshi K, Hirakawa M, Kusunoki S.
Ganglioside complexes as new target antigens
in Guillain-Barré syndrome. Ann Neurol
2004;56:567-71.
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MR PRI 2 AT 5 N R HE A oD M B ZF RO R I D BR Y

/\?HE% & tE &Y
WoeE EERRY BEAKXCED, BTBEEE .
ﬂ%??é?&z’\ wARERY, EHIER®, SfEF—

LEHEE Y, FIUEAY, 5F

MRES

H OREEREERES IRV T, mikHHEEM (Blood-Nerve Barrier, BNB) DREFEILHRE
DEFTORLBRIEERT0 A THD. PHHBRICHFET D MEMEIF (Blood-Brain
Barrier, BBB) “TIX tight junction = transporter DEHT %8 U T % D AR 2 4 AMEH
ENo0H 55, BNB OAEMZEMFEIIRER LM EN TRV, §EF 41X, BNB ZHEMT
1R N B L B P B AE (PnMECs) DRI EE# 21TV,  in vitro BNB model %FEZ L, ##
B R BAT 21T o 7. B Hh7z PnMECs 13 tight junction A FEER L, BOEREHNE
EHLTBY, N 7T —EBEARBROEEZERFL TV, BBB TERLTWHELD TV
AR—F—OEBRLBROOLNIZZ L5 5, BNB TH BBB & [FEED A I =X A THEEMESSEND

BB ZEER TN TS Z EBRFRB I,

M in vitro BNB EF 1, EEEEHDHRE

PR HRRBORERA L L UOH - RIERERAE~FE L2 b0 L Ebh 5.

(S EA=]:]

INETE TV« NU—EERPEMERE
MRS FIR = = — o XF—2 CO BN
B DAEERMERERBICRBV T, RiE

REELRERLEEOBICHFET AN T—
YRT HTHDMEHEEM (blood-nerve
D H5NB VY. ik
R DMEEZMAT I LI INL DR
FEVERRR RO BB N & b 72 RIRE
EHBECBVWTEIMLERARTH D, AHE

TIX BNB O B E T & B R IB R ANIEAN

WA KREFEFDHERENER

1) AL KR FEEEY A EZFESE
2) BAb K22 E N6 E FEA5RET
3) YS BF SRR

barrier: BNB) DHEFEDFE

A E N KR MR
Endothelial

( Peripheral nerve
Microvascular endothelial
Cells: PnMECs) HH3E® in vitiro model %#f
ML, EOMBAEMFHFEEZRALNCTS

ZEmBEMETD.

A
PEEE U TIRERE

(tsAb8) transgenic rat ZHEV .

HESV40 S — T THIE
LB PR
1%, PoMECs % EiEE, 33°CCcloning
1T 7. BB L 7~ PnMECs (LA7% tsA58-rPnMECs
L4 3) X 1. spindle-fiber IRDFEEE 2. von
Willebrand factor MFEIEHEF LT Dil-Ac-LDL

DEYZH 3. tight junction EEESFOD
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FEHBLIUEWERES (Transendothelial
electrical resistance(TEER)) f& 4. EXK
#J72 transporter T# 2 p-gp 3 L UGLUTL @
B, O 4 8% boT, BNB ERANK & HE
L7z, Zh b %7 L7 tsAB8-rPnMECs 735
mRNA ZfH L, BBB THEHELTWAEEKE
transporter 2% BNB THEIEL THENED
2% RT-PCRIZTHREFL 7=,
(RED~DEE)

TRTOEMERIL, BHEECE S LY,
WA RFOEHERES (BWERZEESD
BET) DA TIThic.

HRER

BEEEL /- tsA58-rPnMECs i spindle—fiber
shaped morphology # 2 L THB Y, von
Willebrand factor MF I LT Dil-Ac-LDL
@ uptake HFRD HALE. T @ tsA58-rPnMECs
IEmVTEER fE% 7R L, occludin, claudin-5,
20-1, Z0-2 72 X' tight junction HRLHT
DEHRLBOL LN,
ABCG2 72 ¥ efflux transporter =° GLUT-1,

Mdrla(p—gp), MRPI,

CRT, LAT1, 4Fhc 72 ¥ @ influx transporter
DORERBRED BN7-—F T, BBB TOREMN
WEENTWD ATV ORBIZR D bR

<7,

B

4 B> RT-PCR {Z X Df#EHTIS & UF TEER BIE D
FER M B, BNB X claudin-5, occludin,
720-1,Z20-2 Z 9.0 tight junction strand
ZELL, BBB L RFERNY THEEEZELT

WA EEZ LRIvE. F£72, Mdrla(p-gp), MRPL,
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ABCG2 72 ¥ O efflux transporter MIEI AL
BID T b, e RRICKRMREE S
O MERA~DEDORAHLATLATND
ETFRINDS. SHIZFEBRESR LRSI
GLUT-1 2T F D, CRTICTH LT Fu
2%, LAT-1 B LU 4Fhe (V' RT A L) IZTH
T I B MY b RAY R EYE ~EE
MICEXESNhTVNDLEEZ LS. BBB 2B
WTATaZ7Ivvkn h=rR EomEx
EMEORBMEDLZRASETHEEES
OAT31% PnMECs TIXEE L TH LT, Zhid
ST T ADTETE L 2R VR R R THX PnMECs
ZBLULTINOOWEZRAETHLERRD
ebEBZ bR,

PnMECs T% BBB THI LT3 kT AR
— & —=° tight junction #EKSFDE < 5%
HLTHY, BNB 78 BBB & Hb~_THEAERDIZIZ
EAEBENENESHBENICLEMT S
hie.

Xk
1) Kanda T et al. Glycosphingolipid
antibodies and blood-nerve barrier 1in

autoimmune demyelinative

neuropathy.
Neurology. 2000; 11;54(7):1459-1464.

2) Lach B et al. Immunoelectron microscopic
localization of monoclonal IgM antibodies
in gammopathy associated with peripheral
demyelinative  neuropathy.

Acta Neuropathol (Berl). 1993;
85(3) :1298-307.



3) Terasaki T et al. New approaches to in
vitro models of blood-brain barrier drug
transport.

Drug Discov Today. 2004 ; 15;9(6) :258.

4) Mori S etal. Organic anion transporter

3 is involved in the brain-to—blood efflux

transport of thiopurine nucleobase analogs.

J Neurochem. 2004; 90(4) :931-941.
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R E IR E DA AT 2058

SR E  ERLES D

EEFRE BE—F D, REEED, ZFEEED, PR, BARERY

MREE

BERREIC &L 5 REHFREIROMRIERED

Pz DWW, BEHEENEL,

2B,

BETOIHROBRINNSINWIELHY, IVERELEEEZFRICIZFFMERD NG, 2
T, SEMEREMREEICRBV T, RIEHREATICB T 2 RIEEORE O 7= ORI RS
FEBREOFEE2HLTHAD, BIET 2 ha i) CTEEACBITARNE{ToT-. F0R
R, BEAIBOYTCE, BIESMICL > TEEDEIREDZ 00, BRLRSBEFMENIZT
B %HB2 2 LN TE L. BRBMICL Y ETONEROELRD, BETA2IBE O
WZOWTHE, SR OEEEIC L D2FMERNETH S L Bbhiz. SENMOEERETH 5 KA
RABEEREIL, FICHRIEE 2 £ O RIEHRES Th 2 BIHIOEEBRE S BIRBREL L Vo
TeRBE= 2= XF—CRBN T, FEMRRETFEREES, MRI LhbET, BHiR2LON
RBEEZITO —FELELTHY THIARMERDS.

WmEEM

EFEBROT 7 /) e P—0REBIIEREEL
<, BEERBROSMEEEMIIE 4 EHLT
WD, BFFEERICEY, FCFREERR
7% E DEBEREHFREETICENT, BEE
BECZLZ2BRBORERZINTEY, RE
PEREHREE IRV TY, FRROBENE
RaEnd. FHeb, BUEREEDEESRR
PBRICBWT, FEHERPEELTWDS Z
EEHEVL, BERGAEIToTWA.

L L, BEEREIMECTHL—F, i
EOFRICIHBES, BiERE 0OBEK
HBEDOEI L DEELREEFEDRTL, &

1) JEBRZERFE G AR
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BHIZFHEZITO 0IE, b5 —EDS 1
PNV LR TITORERD D, FT,

RGP RGEALE OFRIEE OFmIZ DV TH,
BEGMEANIEL, RBro, BETIHRD
BN ESNZELHY, HO-EDERRT
BHIZ X AFHmAB RO HALD.

AWFTEIL, REEREREEREEFICRBNT,

RIEFRREAERIZ BT 2 RIBEDOHEZIT
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_mean SD
0.084

wrist 0.015
forearm dist. 0.060  0.010
forearm prox. 0.053 0.007
elbow 0.077 0.023
upper arm 0.085 0.013

(B fZcm?)

Aplio (SSA-770A)% FAVy, HL AR 12MHz
DY =FTRTa—T 2RV, BEBSHITHE
FOBER TN, R THBOBEIIKE
R E RVE. BIEHERIIW LR O FARE
2 BRI REIC NG C, ERERE, REMH

BRIz oW T I CESEEICEER T 2.

FARES, BIBGEAL 1/3, BURESMLAL 1/3, K,
ERFRBCCHEFgE TOEREZRE LR
(= 1).

FARICBEREEBRBEES RBRMEER
(CIDP)DBEIZEWT S, EELOFEITHEN,
BEXTo. MAT, FBFECEELTY
HENLFRD LTIHFE TN, BRTEIC A
THEWTE I £ 2 BRERZITV, WE CREL
ROLNDELOL, HREEFD SHEL
7.

(REE~ORE) AT, HHRE Lk

BEE, BECHLUL, WRENERT
HZEEHALAEELEZ. £7=, BAER
RECREELTT—% DELA{LEITOER L
7-.

MRER

BEATONERBOERHEIIR 1 IRT@
D Thote. BEERMLTOEAEEZRIL
R, BBEREAZIRDENo. ¥,

RCOBEROTIE, HIEFE

mean SD

wrist 0.029 0.012
forearm dist. 0.045 0.016
forearm prox. 0.041 0.011
elbow 0.060 0.021
upper arm 0.051 0.020

(BAfLem?)

L

1. JBIEFAL
EFRIE BV CH LR BETIREILER T
EiphoT.

BBEIZ W TIRESR, REMEL LIS, F
FRECITEIMRR & b U CREE It S h
7. FEE COREBHELRRICEEETS
S, TOMO, HikE, LBEOZO®HAT
AR EEECHH IR, 20£< T,
NEICEEEORCRENBE S, £,
M EAFE B OV TSI ZNIC BN E
FDIEITLTCNDZ &b, HEHEOFHM
BREETH 7. REFPBROFERIZHO>VT
i 12 (6 ) 10 R TREHFIRE T H o 7z
CIDP BHIZRBWTIL, FR(FAREWN), Bl
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—86, B SICHONREEERD, R

D
FHRFEROIEEZELOE LR LBO L.

EE

AH, BHEHAOEEANIBWT, BET o
FaAERDTHEIETo0, BIERAI
Lo THEENERIREDLELOD, BRirhs
BEGMENIC TR REEEEL LB TE
7o, b, HHEHEO LIWESIZRES L
5b00, EIEEOCEREEONEIC, KiE
EORRENBEINIHELEL, FHE
B R R ST DN N ER DR B & RO L T
WaHH0EBbiv.

FFEHE = 2 —aF—, L2 CIDP &
WTHE, Z—r vy SESHRES SRR
FEHFEERSBECLEFH =BT R
HAFTA4 22BN ThH, MRIIZE B
BED LILEEDRIBH & XHFT5EA
D=2 L LTETONDRE, RIEEEDZ
WOBEZL L TERTHEIICR>TETY
A. §CIZ, Taniguchi &% CIDP {ZBWTER
ROV EAMDORE 2 BT EREICCRHR
RULBLZL2HE YL TWER, SEFA
DFE L7 CIDP BE 1L, RENFFHECE
CTWe., ZOEPFRITI D020,
Fhed, REOHHRE L THRADRERD
POV THER OERBBLETHH2, E
BACBNTS, BEFMLICKL YV ETORE®
ROEZBEDBEZ D, REOFEMIZ OV
TiX, MALBOEEEIC L DFMBSLETH
BEHIcBbni.
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fHEPSEBRETH IREHBEETRRE
i, EROERRE, REFRICBVTILHE
HIFEHEBLOBEENE LTEARRELR
b, FCHRRIEEZ 5 RIEMHREE,
R 2 — B F— BV T, SRR
BEERES, MRI L HbET, BHZLT
KRBBELZTI —FRELTHDTHDH
BRERSHY, SHBOEFOERMMBLELBD
niz.
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1) Matsuoka N, Kohriyama T, Ochi K, Nishitani
M, Sueda Y, Mimori Y, Nakamura S, Matsumoto
M. Detection of cervical nerve root hypertrophy
by ultrasonography in chronic inflammatory
demyelinating polyradiculoneuropathy. J Neurol
Sci. 2004;219:15-21.

2) Joint Task Force of the EFNS and the PNS.
European Federation of Neurological Societies/
Peripheral Nerve Society Guideline on
management of paraproteinemié demyelinating
neuropathies. Report of a joint task force of the
European Federation of Neurological Societies
and the Peripheral Nerve Society. J Peripher Nerv
Syst. 2006;11:9-19.

3) Taniguchi N, Itoh K, Wang Y, Omoto K,
Shigeta K, Fujii Y, Namekawa M, Muramatsu S,
Nakano I. Sonographic detection of diffuse
peripheral chronic

nerve hypertrophy in

inflammatory demyelinating
polyradiculoneuropathy. J Clin Ultrasound. 2000;

28:488-91.
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BRI S RIBHRLRICE T 5P R HRERREDRE

e B’ R

HEHEE WMHEMT D, hIBER D, BFB2 D, MRAKE D, BHEE?, aasrsY
Y EEHERY

BRES

BEREEREESHEIBREX (CIDP) BEB LBV TEUEUFEARRBELEZESHIHILEL
ELIEHREShTWS. RIETEBHEHEOEED CIDP BETIEETHLHEDOH|ELN TSNz

FE, bhbhZEBRHAEZBEVTZTOEEEZITIERABIC, ZOHEE BEORFTEZEZHMICT o
BRELTITTAEXBTOIRREEONTELY, LEOBEEHRIATHICEIYSOERHT
BRETIRENHDHEEALD. SHOBERICSTAMEICFTSLIEREEZMRE (FREMS
FURHAREERE)DNA, CIDP BEICBTHEFREROALTLT PRABRRREDNEHER

HITEFETHD.

[B#]

B XEEREEZRIEMEX(CIDP) BE
[ZBWTIUEURBRERRFEEESHTSHC
EFTNETIZEHRENGEINTE. TDHE
ElE 3-23%&L—ELTHEST, CIDP (TH(TEH
BHZROBEREOERITVELICEEL
TLWEL. BRICETARBOFEE, SLICE
EHBIZOVTIHRFESATOELOARRT
HY. SEHhbHIIEIMRIZRWNTCIDP 85
2B T - BRREICODVNTHREL,

CIEIpP-|

WAL CIDP 3 7 fl&F s, R DRIEFE—
BLE-BESRHE 7 6THS. ZHEELERT
American Academy of Neurology AIDS Task

DEEXRE #EAH
) RAFER #HERH
NBEKRE BIHRH
4) EERFEFHREBERDEMSHRENF
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Force Z LY, ThEBETELDELE.

CIDP B DWW TIXB R SRR EEE D
FHEEITo. BEEEDFMEL T Hughes
grade (HG) , Inflammatory Neuropathy Cause
And Treatment (INCAT) (D sensory sumscore
(ISS)Z R f=. CIDP B, BEXHEHICESR
MRI &Zi# MRI ZE{TL7=. BRER MRI RE(C
HF->TIE 1.5T MR £&&L T GE #t# Signa
1.5T VH/i BERAEEa/ L, T—20REIF
GE #t& AwW42 ZRALV=. RIEEHEE b=1000
s/mm®, slice B 4mm, MPG 6 &, matrix
128X128 &L 7=, FFHE MRI TIL C2/3 LAILTD
L BAME T E M (spinal cord area, mm?) # & HL,

HRE TOLRBHEIT=.

€5

(1)CIDP (I8 5 41, &tk 2 B, FIFH
1% 613 &%, FHEBERIM 43 FThY, LED
HTE# DS Probable U EIZEETHEDTH
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