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Immune Abnormality in Neurological Diseases

Kohei OTA
Department of Neurology, Neurological Institute, Tokyo Women’s Medical College

Multiple sclerosis (MS) is thought to be an autoimmune disease mediated by T cells respond
to central nervous myelin antigens including myelin basic protein (MBP) and proteolipid protein
because of their encephalitogenic potentials in experimental autoimmune encephalomyelitis,
animal model of MS. We report a higher frequency of T cell lines reactive to MBP between
residues 84-102 in patients with MS in both Caucasians and Japanese, so it is likely that MBP
reactive T cells for this region have an important role in the etiology of patients with MS.
Guillain-Barré syndrome (GBS) in which anti-glycolipid antibodies were proved in recently years
is considered as another typical neuroimmunological disease however it is still examined whether
anti-neuronal antibody (ANA) is a primary cause of demyelination in GBS. In addition to GBS,
other specific ANAs were detected in paraneoplastic neurological syndrome such as Lambert-
Eaton myasthenic syndrome, paraneoplastic cerebellar degeneration and paraneoplastic sensory
neuropathy. And investigations of such ANAs in the various neuroimmunological disorders are
becoming useful diagnostic tools.

1. WL RE

MR FIEE L IZAFTR I HRER L RERDHA
BRLELR VA IEEENRETEIEMEERT
&%, MER, RERCHSWREMZ THEN
ST UhFE S (neuroendocrine immunology), #/8
&R DERE (immune-neuroendocrine
communication) £ W EFEbASN LYY, Th
5 DER/EDELMIERER T 2L DA b
V2R LERDOEEROMRETH Y, £0%
NEBL RS, HAFAE N L CroRE R
FBLTws (1), kbsBEOEASTFH
ZNEFNDRIEBOTHBICFEET S, LrL,
ZTOREHEOER >TAEAXET 2L bd 2.
1z X, interleukin-1(IL-1) iZ~v27 a7 7 —Y T

EAE I YIS TO[IMKEERSNRF £ U CEZE
AN LB ZDLAFIDHEEKTH 205, FWERD
AReT, MRRATRIZu ) 7 CESLSN:
D, HERASWOFRETH 2 HEKTERTOEED
Mo, i, RRTHOMEL, TEEMIET
13 TIL- 12055 &, RORRF O AR IR AT
KTE, BERCEEES L TwEELONT
w3, Fi, RERPHERPASWRIITL T
BAG 32 2 &0, HITHREROMIERPLALSUWR
R BHEANFEET I E DS ELRD, TR
TNOROEEBMORDEE 2K T Z L BES
wRBgRE NS, B2, MR EEERREN
TH2RBERDFAMEEL DV, EROEH L
WHBLTWwWE ZLE, BEIK»rotns I b
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EBH 2 L5 CHEEDA b LRI & D RIEHTE
TURKI R DR TwED, BIZEDR> Tnb
EZREA R ED 7w XL EDb
NDH, IS DEVBHRIAD LW TR,
ZDE I Iho DOE, %, NAWROMHA
BAMRRe, BIEMEED I L IZ R EARHEOEALE
<, FlAEICE> TREERBIERHATHS
ERbNh D, 5%, LV —EBOMEIR/I:NS,
PRREEZICIZ L D —DDREDE®RDH Y,
RERFEC LV HEEEXET2REENRET
LHEMEBETE S, 2 LT, BERMCEZIES
DEWRTI b s, MEEEDOTTIILHME
E{biE (multiple sclerosis, LT MS), ¥5 >
NV —fEfERE (Guillain-Barré syndrome, DUF
GBS) L EEMHEIER EXZ DRKREERTDH
D, N0 ETNVTHLERET VIV
—MNERER (experimental allergic ence-
phalomyelitis, 2L F EAE) RFEBRME7 Vv F —M
M % (experimental allergic neuritis, BL T
EAN) 72 ¥ OFIERE O EIAS 7 O1EFICET %
ZEWT—3OFLERS TS, MU, ik
BRBOREFTH S MS & GBS 2.LicHTA
TIEFERIBEF I DWW T EEAI 28 2 THERLT 5.
2. MS ORZFHIMT DiREA

1) ik opiEz ks T a3 2 G
TR B ?

MS 1%, ¥ suppressor inducer T #fE D&
T, ML EE( T HEo®Emn, gcY ~
NERIBAERIGODIET % £ D REFHEED L E

BEERVEYRA, Y —Tzuy B Lk b5
BHETZOREEZZIE S 2992 Lns, H
EFEREFONET 2EBEEFZON TS, &
512, MS TR EFEHBHEESPLIE (major his-
tocompatibiliy complex, LL'F MHC) ®2 5 &
IR TH % DR2, DQwlr EHEE IZfE->Tw»
B Lo bRBFHAEEZE L TCWDE Z L
PRRINTWS, 7z, BIMET IV Th 5 EAE
TIRHEHOO I =V UHUFEFEN T Mg X v %
ET 5 ZEeBHON, S UPERPHETS T
Mz Es4k (T cell receptor, LUF TCR) Dt
L, BED TCR2EFT 5 3 1Y U HFERFE
BT R EZG & I3 2 L2558 h
Jz. Fiz, T, B bMOMKEHFIICD I ) UiEHE
MEH (myelin basic protein, L F MBP) ® 7
a7 4 Y Yy FEH (proteolipid apoprotein, LA
TPLP) Z¥oEC ) UHEBEN T Hia
DEFHE N, MS 2BV T b Zhs TS
T 5 RIEB OIS T Tn3, L
L, INETODL IS, MITFESEYN T Ml
& % MS FEDOEER LI I w0,

2) MSiekBi}3 o) UHESEN T i
1980FR & D MS B2 2 =) VHiE, iz
MBP 1549 2 KIGHE D TR IR
fronizs, MS E#F THREMm+ O MBP f &
# T MR OSEE MK <, LELROTEREMSE %
95 THRESTH % KN MBIEER 2 E#ER
BEOXMEREE LIEER T, MBP 2ty 3 Kt
KOWTERBEALEREEZRVET ZLIETE
iinolz, 2 THRZIE, BEAMS B, o
R B EFPIER a > b o —Lh» 515,000 % 88
Z BRI E T Mifakk 2 /E8L L, MBP X3 2%
T Ml OREM I D W TR EETHIEBRS L 721,
ERa Y o= TiEl, 74206k T MfEER 738k
D MBP ¥EWSHESL S NZF DHEEIZ4.7+1.6%TH
D, MOMREBERE T2, 8808k 1188k (4.1+
1.0%) 2 MBP %8 CTH -7z, %7z, MS TIZ7,746
BRE5548k (7.2+2.4%) X MBP¥RTH -7z, B4
EHEEHRTRLLZOHEEREE 2> b o—
W, fhotRREE, MS TiEZNEFh2.4£0.8X
1077, 2.1+£0.5X1077, 3.6+1.2X1077& MS T
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MUTW I EBER2ALDDETRES R
7o (F1),

DWT MBP 2 IZIZHE T 2 O EHK T F
K (MBP 7 3 ./ B8HE%11-20, 11-30, 21-40, 31-50,
41-60, 51-70, 61-82, 71-92, 84-102, 93-112,
113-132, 124-142, 143-168)1cxt9 % T #THETE
RIS 2T PR BRI ORRET 2 Lz, 7 DFER,
MBP OHiF i RE A7 i1: MBP 84-1021cH 2 Z &
DMEBAX M, X 52 MBP 84-1021z3¢3 2 T #ifa
BB DR2EED MS Ta >y b u—VIZHREE
ML w3 Ze®2AH DT, —FH, MBP
143-16812 xf 3~ % T M K #% 1 DRwll%® A 3 3
MS, av b —VHETELLREEHEB ALY,
NIZEZOVFRESMEEZz o (K2, 3).
Z O MBP OHUFRFEEAL & DR2, DRwl1Di#E
FEIE MS BE 2 S RE» SHEL L T ik
BROMBCTORERBICA LD, 2, FHEESR
BRALC & 5 MBP 84-10213 H1 R #25R O B8 12 DR2
L DQw1D#IBR %5217 % = L %% MBP #ij

75

RCRERA L 72, fio#ETH t b MBP fiRFE
ALEE— DAL 5 Z EDFEBH I LT W
Z) 12)~15).

ol InsDMSEED»SHEIILL 2 MBP
84-1024 289 T Mif#EIc DWW T TCR © B D%
BRECDWTHREI L, —EO MS BE TR Z
o0 TCRE A EHEE OB LT HEEEKOER
FIEECRE S, £ <0 THEREE VALY,
VR12ZEB L Twie, BLEDHER X v, MBP &K
THRERIMSOBEEBELIBEEL, Fu
MBP84-1020# 7 i%, DR2%FH ¥ 5 MS BE Tl
PR ERERNL T H 2 TJREE S RBE I Nz, /2, H
CHEO#R MHC OFIR %2321}, FED TCR
2H 3 2 PERRN T Mlas N ET 2% EH» MS
Th, BETNVERBICA LD D 52 LR
I,

3) HRARRIZB TSI o) VHEKENT
il

EAE TiZ MBP @R BRI I EEREIY O

%£1 MSrayvho—nrizllz MBPEERY T Mlakk

Controls Other (ﬁgg;géogical Patients with MS
Subject number 6 10 23
Age 30.3+1.5 38.7+3.2 34.2+1.4
MBP line/ 73/1742 lines 118/2880 lines 554/7746 lines
total T cell line (4.7+1.6%) (4.1%£1.0%) (7.242.4%)
Mageney o on 2.4%0.8 2.1+0.5 3.6%+1.2
1-20
11-30 MULTIPLE CONTROL
" 21-40 SCLEROSIS
4] 31-50
5]
5 41-60
= 51-70
g 6182
w71
o 84102
S 93112
E 113-132
124-142
143-168
r . — r T
0 0.5 1.0 1.5 2.0

Frequency of MBP reactive T cells (x 10 '7)
2 MBPRZ7F FieRItd 2 T MEEOHEE
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Frequency of MBP peptide reactive T cells (x 10 7y

F3 MBP f##y T #ifatk & MHC & 0BE

E, R CTRZ > TR0, 2wz, MRD
EBEYIC AL DV EELEENETREE TS
N T, MPUROTIRRESMII AN CRL 2
AlREE O FEZ 515, — 77, MS OFRFTRICDWT
B TIIE L, HEZSOWBEY Y7 TIEZ0
SEEIX1/10»51/50 L 27, NEEBHALEDS
N, ZDFEHEBEHEROBOES IR
na, zhwz, HERONEE*5( &R T,
7z & 21X MBP 7 ¥ OFURRETA & 2z @B
45 MHCR THifgD TCR%Z ¥ DD T DM
AEDLEPABIZLVEZ> T LHREEZ ED
Ezond, Lrl, ThETEZZABEEICS
i} 5 MBP ORI OZER LR ED MHC
class IIFH L OFEICOWTIEEHRE T -
7z.

SE, Hxlk, HEADa2 Y ra— & MS &
# &0 MBP FrEM T Mifatkz &L, MBP £
OHFEEPLMBP OHERRETA BEOD

MHC & OB DWW TEHT L, FIBROERKAT
DFER & ILEBIRET L 722922, HEEIZEREA 23R
WL ETHWRICEH THERE oa—= >
P TITol. Ay hu—iL S B TIREEE R T
7oigE T Mgk 81 3 MBP #% 0 HESEE
DFHI134.84+3.2% ThH -1z, — 7, MS B 8 f
@ MBP £k HEREE OF138.2+3.6% TH D
MR TR U 2 OEEIZa Y ho—),
MS Tk #h 2 02.4£1.6X10°7, 4.1+1.8X

xR2 HAANRICET 5 MBP fE£89 T fifgtk

Controls Patients with MS
Subject number 8 8
Age 30.5+5.7 29.1+6.9
MBP line/ 44/981 lines 61/761 lines
total T cell line (4.8£3.2%) |8.2%3.6% (p=0.06)
Freduency of i-n 2.4+1.6 £141.8
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107 a>y ba—VIZEERMS TEEZIZA LD
SR VAL Twiz (&2).

% 7z, MBP RO HiRREIRIC DWW TR T
& arbua—nTik MBP 84-102, 143-168123%¢
LZ#NnZNniE 5 iz MBP BR44EE b D158k
(30.1%), 10kk (22.7%) & Z DO TE¥H%
B2z TRIGERLIZ.MS TiE, 2> bu—L EfFE
ki1 MBP 84-102, 143-1681Z%} L4 MBP #k61%%
Hr, 228k (36.1%), BX U 8% (13.1%) BKIG
ERL, INoDEWAIEL & D% L DRIGHED
AEH oz, Bl MBP 84-102icxt L Tix MS
HTarruo—VERCHARZ DEEIIENERL
feds, MM TEREEZERALD O NG o (Y
4).

Riz&I&RD MHC class Il HiFo#EE L,
¥rE D MHC class Il iR #RE 7 5 XfRUKFE

1-20
11-30
21-40
31-50
41-60
51-70
61-82
71-92
84-102
93-112
113-132

124-142

143-168

[C] CONTROL
N MS

Peptide Sequences

0 10 20
Frequency of MBP reactive T cells (x10°7)

4 HEAMKIZBY S MBP <7+ FIZRIGT 2
T ifatk D4R

7

@ MBP #HiFEEBREEIZNT 5 MBP #%2F 1 %
DEDIZDOWTHE Lz, MS#TiZ DR2DY 7
547 ThsDRIGSHIF 4 Flica LSz
3, MBP 84-102izf3 % T HEFERR & OFEEE I
HENERERA LD NK Tz, 2 bu—
WVEETIE DR4, DRwl4, DQwl% 8 fidr 5 1 & Lt
WIS BB TH L T H, DRw4B X REET
MBP 84-102ic%43 % MBP #k2 B3 2 #AE D
ERWEFENCER B E R L, 2 ha—
NEETDRwW1I4%2E T 5F I DRwldz B L KW
F iz e~ MBP 84-1041zx03 % T i fatk % <
HIER U 72 Z &3 MBP 84-102 13K AN R TH &
» & N7z DR2ICMZ B# O MHC LB 4
HEDLEND B ERB I NI,

U EDFERIZX, HRAAMS TH MBPiaxtL €
RERALBEIESI N, X5 MBP 84-102488 T
Wk 2 S8 A LT 2 &5, MBP 84-10248
HAATYH MBP OHRREHLLDO—DOTH Y,
HAAN EFCRADRBTA %L £ MBP OHUER
BEMIBEDL SRV EFE L oNnT:, £z, MS B#H
T MBP 84-102icxt UEEFER) % MBP #RZ 832 T
X122 EiF DA MS OEBIIE TH 5 1]
BEME b RBE NIz, 20O MBP OF RIS TH B
MBP 84-102i7 v +, 7 A®D EAE T#¥, &
EREMNMELTAEDONTVWBER Ff-
DEMDT7 3/ BEFIIIEFEC L SBRESH, &
VR CTHEBETH S 2 L IZEYENCEER
BEREFO» AN, FUREERE LT LR
EDT S/ BESINEET 5 2 L ITELFERICH
EIN, ZOALd T METURRERMLE LT
BB 2B L T»w5, EAE L 38D b

K3 HEwEck MBP 289 T MilathOHE

Case 1 2 3 4 5 6 7 8 9 |mean|=SD
Set up wells 16|20 | 6 | 33|25 | 18| 5 |2 | 10 |168]8.8
Total CSF cells 1.6 | 6.0 | 0.6 [33[23|1.8]05]|20/[1.0]21]1.7
MBP Lines 5 04 0| 13| 1]|3]0]o0|19]19
Rate
2 vells : %) 31.3120.0| 0.0 | 3.0 |13.0| 5.6 [60.0| 0.0 | 0.0 | 14.8 |20.1
Freduency e: x10- | 31|07 | 0.0 0.3 |13 | 06| 60|00 |0.0|L3 |20

— 207 —



78

T3 Z OFURRFEIBAIL, MAELIML»E LD
M 21T Z L IREETH 25, ZOEAHMA S
DO CHRERCEBR S 1, —EDOEREZH-
TWAAREH IR TS ICFE 2 Sz,

4) MS OFEH+H MBP B2 T ik

MS Tl & D #E W o T i i3 i
W o T Mk b, HJERCES L T 2 AJRE
BEZS>NBI, HEEMIES> S MBP FEK T
HARRR DRI 2 R A, % OFBHEE RS R
Bz D T HR D MBP ¥R BT R & Higk
FRET L7220, R 9Bl MS Th 2, A%
T HIBERE I3 (E 2 DREFIT 2 b 5308535 5 1,
ZOFHIF11.7+9.58Th - /2. BB K MBP
BRIZE 2 OFEGIT 0 Bk 5 5 8%, BELITHE (Fy
1.921.9%) RHESLUT:, £/, BEEBKBY oL
Bioxts 2 8, EEMEHIEAE CRLUEE
BZENFN14.8+20.1%, 1.3£2.0X10*TH->
7z (F3).

2D XS WKRMMMERD MBP #25 T #ifz
DOHFEIC T b R Ik MBP £ 289 T #ifz
DEBIIFEFCE L, HEATOENNPRE SN
7z. B 5 72 MBP #17# #1, MBP 84-102&
MBPZEBHDODATMBP R7F R KL E A L ®
mn T HIfEkRE TN FNORR, 6-kEA L DT,
EF 1 TR EsR5%KD S b 3 MBP
84-1021zx19 2 MBP #kCESEBIARF O BEH ML
BOox 2HEEIIXL.9X10* TH o7z, LeL, §
WRHSk MBP #R D HERSEFE L 52 D MHC class
IR EDELERZAED S o T,

KR TIRRI—EE X DL L 72 MBP %O #
IR 235 0 PiERESFMIC OV THEIXTE X
Mmolzh, 160 BE B W TESHOMBP
84-10245 0y T Mgk A STz 2 L X D, GEF]
I & o TIIFRMIMA D MBP £ & 7 Uhi R
AT ¥ KT 2 MBP #0581 T8 Y MBP 28
MS OEHHE D—> Th 2 AJREMEHTH { RE &
nie., B, BP0 o) UHREBEEKIGT S T
HIRE DOERE2OIBR 8 L 525, MS DOIFRE % i
BA9 2 Wik Ak T M inz, $6 Bk o
THfEOKET D LETHS LEZ o,

5) SHROREYE

EAE TR E 37 TCR #F 3 5 MBP %
BEWTHI LY RAEAPERL S L, MHC®
TCR 2 L OBETEHRTFORENDEES D A LD
S5NTWw5, LyrL, HEFEIHEEL THn
MS 2 8> Tl1d MBP ¥ 21 T #ifa ik T O g4
WER->Td, BED TCR 269 % T fMikgosEin
I EWCBL TIZWL D DMEDH TH —FE DK
RixsasntTulwn, Larl, —IIERERTO
MS FfERIZ MHC A —HORBIHNEETH
D, 7, AC—IHERERTHEHAL MS ThH 5
HE 1 MBP SRl # % 0 TCR O v 23—
D—DRD IE—E L, MHC 23 TCR & &G
HEROES 2@ RBL Tw5E 2 EIZENLTH
%, 2512, TCRIZIIHICHIR L &3 2501 &
L CHIfE R EEBAL (complementarity deter-
mining region 3, LL'F CDR3) 215 Tw 5,
EAE ofgxE i T Mifdo CDR3E @3 2 7
S/ BRESEE T 5 THiE%E MS Olgis T3
ALz E WS HEDID D o705, UL, ZHH6D
THROVIRFTFREITHTHY, HFLb I
D UPRFEY THIBTH 2 LFEERI Nz b
Tl 75,

SRIIINSDOKEE THDO 7 a— >
HERIIET APURDOEEBLETHY, I TR
U7z MBP JURREIRA 2 &3 % O BWTUR S
»REFEEHI NS, 7z, Fx OWFETIE MBP Ot
JFRFREAL OB S i AFEZ TR W I E DSBS 5
Llxotzhd, UL, ELW MS FHEDE B
B3 27013 PLP & ¥, oL
TOYRBBLETH Y, MOoFRHAFICRIET 5
T #ifgd CDR3% &1 TCR O ZH o5 DA
MEEOHEEZ 85 %, METLTnidzsiwn
BHELMETDH 5.

3. RMEREMHREEES RERL

MR ORE E B BE M % FE MR R (acute
inflammatory demyelinating polyneuritis, AT
AIDP) X AT A &, HRH S I ET T
BB ORMHRERE LR TERETH S, M
FEAT R CIIEEE R RSHAE TIEA L, BERIRE T
V3 EE FHABIRRRE D 2 & MARERAE 2> & TR IEE
DRE R NS, REFIN RGO BEELS F

%\_L(
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HThY, Rc#RoEEb A 5N S, GBS £ Z
DHREEZONTWS 7 4 v ¥ v —fEFERE (Fi-
sher syndrome, AT FS) 282 OREBHRERT
b5,

19804:4K, GBS D A g vk D7 F P 12 B 4
3 RBE L —EERE Tbh, ZOH AL
S &N, LA GBS mibfE L L Tk L
EWNLLEBEINDE L2k o7, YT Z 0%
BOMEBWEMTO—2 & LT S » 0 MR
F, FRCRMHER TS 2 HEYUERDOFEED T <
REINTHTW, ZOXRBIIFRETH-72, L
L, Z Z1990FRIz 72 Y GBS ® FS THRM MR
S UBEEBCH T A2ENERICKRE &
238 FEROIBIED A% 5 THREE L TCOFEH
BBER Lo T3, BLIINEEEL FHHRELD

79

IREEREBHT 22012, Zns0EEIilkE&
BHERTFE, A ) UHEBREN T Mz 3
Uo &3 2Bk RIEREIC DV TRRET L 72,

1) KiERE s =V UHEIRE IS 25k

SR AIDP 2741 (GBS 208, FS 7#1) T®H
%, RENKE L U THERERIZRBECELR, 18
TR EE B RE S MR R (chronic
inflammatory demyelinating polyneuritis, EAT
CIDP) 8 flDEE 2#at L7z, GBS, FS &k
B BRI U IR 2 SR E L 7. Pl E bR D
B 1240f5 R 0 B S & A v T108E
(GA1, GM1, GM2, GM3, GDla, GD1b, GD3,
GT1b, GQlb, galactocerebroside) DHEIEE % i
JR& U7 ELISA TfT - 72,

Z OFER, AIDP 274141961 (70%) Tl & »

R4 ¥ NVEREE, 74 v Yy —EREE L PIEREEE

Cranial nerve involvement

Anti-ganglioside
antibody

Case | Sex | Age | Diagnosis
35 GBS I, Iv, VI, VII
50 GBS VII, B
34 GBS —
35 GBS —
26 GBS —
20 GBS 111, 1V, VI, VII
23 GBS —
53 GBS viI
23 GBS —
63 GBS —
58 GBS —

47 GBS II1, IV, VI,

38 GBS Vil

38 GBS II1, IV, VI, VII

GO1b

GM]1, GD1b, GAl

GD1a, GD1b, GM2, GM3
GM1

GM]1, GD1b

GQIb

GQ1b, GA1, GD1b, GD3, GT1b

CRERVPZIABIREREG - PRQZYPIE ISR ~ R0
BoAl R R AP P RERRRERERARA3p e

mTEmENE|E9mEZnEEEEEEERERREREREREERER

21 GBS II1, IV, VI, VII GQ1b

23 GBS vl —

76 GBS — —

64 GBS - GM1, GD1b
50 GBS 1L, IV,VI, B GQ1b, GT1b
38 GBS VII GM1

42 FS III, IV, VI, GQ1b

38 FS I, IV, VI, GQ1b

51 FS 11, IV, VI, GQ1b

36 FS IIL, IV, VI, VII, B GQ1b

50 FS IIL, IV, VI, VII GQ1b

32 FS 111, Iv, VI, VII, B GQ1b

63 FS IIL, IV, VI GQ1b

GBS : Guillain-Barré syndrome, FS: Fisher syndrome, B: Bulbar parsy.
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DYEIEE LA & 2, GBS 204, FAE
4 EDA OB ER L 72186 CHiRERs E ik
DRRHE NI DIFLBITH D Z DBHEFEIZ2% T
bHote. BHEEROEEEOTHEEETRETET
%k, LGMIFURIZ 5 BITHIETH Y, £/, BT
GQlb fiilkd sPITEMTH -7z, —H, FS 74
TREFBEEIEITH D H1 GQIb ik s # H
ANz, TS L TEBNETDH 2 Bz Eml
XELE, CIDP ik 1l BHEERAED N
ot (F4).

2) ¥1GQ1b Hifk L B E M

LA, FS RAMRAFRE % £ 5 GBS Tkt GQ1
b PR A &1, KA & OBEI ¥ 72 5Ew
DOFRMIEH 223, D & bPLGQIb FUEDE &
REFEI»ZVFVEHREI N, KR TD
FS TI34#T, %72, GBS Ty RGIRE % & &
D IEF D 5 FlH 4 FTH GQlb ik G T
botz., iz, & N OIEREZECHE D G HER
HHRHERROIRE TR, B, BRI
B HE D R M E BRI HE X GQID 2358 < He
X, IV UBEIEE IR, B X OSSR
WD 57 DFFEDERR, HET ER G
B PIEEETRAOIENH 5 L HEIhTY
%,

3) Campirobacter &%t & JifEIgEHIE

GBS ® FS 0 17 Y & U T Campirobacter
Jejuni (CJ) 3%  DIEFITREBI NG LD IKXZ >
7z, T’z eI CJ axts 2 s T (it
ARG ZHlE US40 7 HlTc LR 230
7. WHEa Y b e —VETOBEMERIZ1I0%HHE &
Wb TBY, ZOBEERIMOISRS &IEIF
—HT 2HEETH- 2. BEFITOIRERETIE
DOWERIE, P GQ1b FiikEME 3 #l, i GM1FiRE
M 2 B, HT GAIFUARESE 141, Y O 141k GD1
a, GT1b, GM2, GM3 & BH O FERRE o) Uik
ERERBED SN, C] OEAKREREIEE & GQl
b, GMli ¥ L ORXRIEESHwEENTE D,
TCR MRS T 2R RFEDEH 7 N —
7 CHEBEYE DR HERAR 2 R U 7o ATREME 254 <
REINTWDS,

Z D, HITRG LB Lk 2HiFEIREDIA L

OXIEERE LIRS IE~ A 275 A BRPEBO
GBS TIZ$1 galactocerebroside {5 L& L,
YA M xXFTaTANVARGEO GBS TH GDla
ko ERE2A DR ELEHEEINZ, DL
2 AIDP iZB W CTIRAETRE & ZDERDOKRE
D D EEREEND L I EBERINTS
D, REMEES I & Bk 3 2RI RE
RIGTRZBHRE L TORBEMEIEL RB S h
T3,

4) KMHEI LY vEHE T Hk

[ 7 RAE R D BBE % 3k 3 RIEME R BEME % 5
R, ZOBEE Y 2MER% &£ % AIDP &
1EMEFEEOREY £ 5 CIDP 25 %, AIDP T
BETRD Z & BHEE W ME TR E LR R
MR VR TH S P2EH, POBEERI
X2k O EREAED, ThoHOIMKEEE
DRERFORESPE "B EhTw3, —F,
myE IL-2Y 2 7% —, TNF-a ® EH7% 2 5
fatE B b RBIEE L Tnw3 EEZoh
%, U L, AIDP 12 81 2 Mg 5t o @A
XEEAETORT, BEREBLETRER
TECRIGE THECERLI:REZEEAY
v, ZOROERIL, REHRR 2FHERER
PO, P2EHWEEBHL, 2hoizxfd st + Tl
DRSO W TS L7z,

FERIZETR O MBP Ry T Motk % fESL L
7oA TR 2 o — = 72 vz, HEdE
ELTIEZINZE TP, P2EATHAREELTD
57z, EANZE#® L 5 % P056-71, PO
180-199, P2 59-78 2 & L B~ 7 F N 2wz,
arviro—nsflcRInNSOFEECHT ST
W OHEE X F N Z4h0.59+0.81,1.53+0.53,
0.11£0.24 X107 CTH -1z, T HIFKMIMEFRD
MBP #rEE T RO E L IZIZFE v~ T
hrrFEZON, INO6OFRMI Y VHED
T BRIz PO 180-19912 303 % T HIfaRk 13 &5
RIS FARARLESN, E PZBWTH TH
JabiRRBRETMITh 2RI TR I NI, Zh
FTDEZAGBSAME 16, B 2 #l,
CIDP 1 i D\ CRIBRDRRET &2 Ff L 72 23,
GBS &M% Tix PO 180-199%F 21 T Mg D4
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BEix3.5X107Larru— Vo2 ZoEE%:
AUTz, —75, B 2 fITik PO 180-199%F 21
THEOEE I hu— L L ERETH- 7.
CIDP #flcix P0 56-71, P0 180-199, P2 59-78 D4
PURRTF Ficx 3 2B I3 Z 2 nl.5, 1.0,
0.5X1077% P056-71Icf L TR RHEE N E H >
Tz, BAE, O WEREEINS ¢ &ER L TRE
BHIZOWTHRNPERT VS,

EAN 3EBRZHEMCREMREI =Y V&
HEBREL CHBEEORMEEREL2ZRES ¥
GBS OEMET NV EHZZ 5N TV 5, FIYMHEE S
) EHIHPTH POEHE P2ZEAIZE D IR
WHIRE A 2FEAER I ) VEATH B, K
RS ) VBN T 2BEHORES 72
RIEMERRENE 2 FAR R DOFIEIA & b DEER
B2 TwaalggE»nE 2z oh s, &< iz, CIDP 4
OYBERBEORRE CREfITltETh ik
FEEHALUANDRRDOFENRE I NIz, Ba
HEETHOMFRTE MZBWT bR HRE S =
D UERENT S THRZEET 2 2 L2585
3h, 5, REMDEEELFRHERAOREDHE
R IX, BOPiE 2 & ORERTOREICNZ T,
RIEMES =V U HURRBEN T MO 213
Uo7 Ml fEemRIIB T2 Z DR
IR A LM ETH B EHEZ N,

4, ESEEMMREERE

N XN NS TR R NDY i Aan b b L R Y (A=
TR 558 RB S T w A EBICEEE
MHREREEN D 5, 2 Z TIZEBRI YR TRRER
LIZEFIZERLT, 20O ERNS,

B/ INIKZE R (paraneoplastic cerebel-

81

lar degeneration, IAF PCD), &M =a2—u /¥
¥ —, WHFRMLE, TN —1 « 4 — b R
77 %E 1% #£ (Lambert-Eaton myasthenic syn-
drome, LEMS) 72 ¥ Z OEREIC A 5, EEEME
/N SRR (i NERERE, TREE,
FE, HALESE) Wiy, EAMICHETS 3 AHE
REET 525, BUHEBEBCETIZZEb LA
sha, D& D FIMRETROFEEIIF s Ty
1203, Balt, PL7v & v o fifEduE il Yo bilk %
EDOHCOHUEHEERE & 17239, BEMHRERHRRI
M EEOENZENE = 2 — 08y — AR
AT BRI % S 3 30 R B R T PR PR 5T
Hu PUELSEEBE I N T W5, £z, LEMS & £ i fifi
IR EHT 2 2 L85 L, HRBESED
HiY > 7 AEO7 2 Fvay) Ol EFAST 3
BAKEESY VY 2 A F x> %) (voltage
gated calcium channel, LA VGCC) izxt3 331
VGCC fufES it S 5404,

F 5 131993 LARE, LR ERIEE M R E R R
25, ABBELTEM L EFIORERRTH
5, BEEBEE/INKEEED 141 TH Yo Hii,
LEMS @ 1 #lTH VGCC Hifk i & LT w
5., o QRETOYMREIMEITE?, KA
MAEOFEELFEZ 5N, L OB LIERTH
BHS i BOHRORE S 2 WER S % <, fil
DFHEGUEIR D 20 b Lk, Zhs i
BIAEORE T 2 PEORMEITEAS TR B W
D, —ERIIMERGEEER L ORI DH D, AKX
MBS L TR D, EEMEOELIZXY
INODEHDEERBICKIGLIHiETH S &
bEzZonb, BEELFLLITHIE, TOH

R5 EEBEMRERC B 2 HIHRTTEORE

Case | Sex | Age Diagnosis Neoplasm Anti-neuronal antibody
K.T. M 61 | PN Kidney Hu(—)

M.K.| M 52 | LEMS, PN | Lung VGCC,(+) Hu,(—) Yo(—)
0.K. F 43 | PN Breast Hu, (=) Yo(—)

S.Y. F 52 | PCD Breast Yo(+)

S.N. M 67 | PCD Lung Yo(—)
M. M. F 63 | PN Lung ? Hu(—)

PN : polyneuropathy, LEMS : Lambert-Eaton myasthenic syndrome, PCD : para-
neoplastic cerebellar degeneration, VGCC : voltage gated calcium channel.
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CHBEPEEMEEBEEE Lt bF2on b
D, WTHhIZL 5, ZOREORIHIZ EZHICD
Wiz ThHB, Lrl, WEATHLINOGD
THROEBRERIIE S, ZORREIEBEER
DEEE L TRSERICANTRETH 5. EE,
BB T MR R I8 12 X B R R B fdg
ERPTDOND b H L, WHERLS D
BEREE RO OEN T OE, EEREEH
PRSI -FlbHRES I, 72, BOHEERL
EHWRINSDOECHHRIIEE LIERME, K
BBEOHZRE b2 BERIICITIER ICMES R
W,

5 fHREBREREES

& BICHELR OHIRRE T H O REFEE R
Hah, HIALIZUADOERTS HEHEOFE
DMEINTWS, FlIZIXy 7 F 2 8BR A
RN EEEMME, 7 A2y VKK
(Rasmussen’s encephalitis) THL.Z VY I V%
& (Glu R3) #ifk, Isaacs fEEEECHI K F v
> A VHUE, stiff-man FEREETHL VY & R
RIEEEFE (GAD) A EEEHI L7z b#kE 3N T
W5, FR NS OFHREALERE L E R
L T3 LRI S 7R KU ERE A S T E & BR v
TRV, ZOARERIFEFICEVWEFZON
%, THRER R CRIEFRIRREEMEEG & U v
HELTiE, OMBHEBIIRERIVBEHINT
W3k, fAlSrOREI & D AR TR
WREBIND LBEFBMEESNP TV, QRER
RO T EOMEEE BV TEEL
T3 ZEDBLZOLAREELH 5, IR HREHER
DFERED - DBEMULEE T b HARED V> Ml
R HB UERYE TR T v, OHCHR L
I & Z2BBUSIRZE T b R E OBEENES
WETZOHREENHRP TV LR ENEZ
55,

WERIZL 5 2h s 0B REFIRT = B
$ 5 kX, 1EEEE L CRIEHREDEIRDATEE
LBl EERNRL, —EORBTIET TICEM
ENTw3, IhE CHRERH, %723
EETHEBEENRRVWEZEZ SN TV IEREDOH I
IGEOAREED H B Z L 2R LI HEIRIEE K

&<, Gk, REMHEMRIERICB T 28R 5FHIE
BREOHIHNIRIN S,
X B
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