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Abstract

Paraneoplastic neurological syndromes with reference to anti-neuronal autoantibodies

Keiko Tanaka, M.D.
Department of Neurology, Kanazawa Medical University

Paraneoplastic neurological syndromes (PNS) are thought to be caused by autoimmune processes triggered
by the cancer and directed against antigens common to both the cancer and nervous system. There are several
clinical phenotypes in combinations with the neurological syndromes, origin of cancer and the specific autoanti-
bodies. In most patients, the neurological disorder develops before the cancer becomes clinically overt together
with autoantibodies. As these antibodies are associated with a restricted range of cancers, the presence of the an-
tibodies requires physicians in charge to search the underlying cancers. The early cancer treatment and active
immunotherapy tended to ameliorate the neurological symptoms, especially in those harboring antibodies against
cell surface antigens like NMDAR, VGKC, VGCC. The group of PNS having antibodies against intracellular anti-
gens might be caused via cytotoxic T cell activation.

(Clin Neurol 2010;50:371-378)
Key words: paraneoplastic neurological syndromes, autoantibody, cytotoxic T cells, cell surface antigen, intracellular an-

tigen
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NMO spectrum disorders &
BRI, S TRYYE

Differential Diagnosis of Neuromyelitis Optica Spectrum Disorders

H ot = F H H

Keiko Tanaka®, Masami Tanaka®

Abstract

Neuromyelitis optica (NMO) is a demyelinating disease of the central nervous system that preferentially
affects the optic nerves and spinal cord. NMO-IgG/anti-aquaporin 4 antibody (AQP4-Ab) is considered as
a specific diagnostic marker for NMO. A previous study using animal models passively transferred with
AQP4-Ab has partially proven that NMO-IgG/AQP4-Ab has an effector function in the pathogenesis of
NMO, exemplifying the diagnostic significance of this antibody.

Further, this marker can be used to differentiate the limited forms of NMO, such as recurrent myelitis
or optic neuritis or NMO with isolated cerebral/brainstem lesions during the early course of the disease,
from other diseases with a different etiology. NMO spectrum disorders (NMOSD) comprise these clinically
heterogeneous conditions, all of which are positive for AQP4-Ab.

However, few patients show clinical characteristic features of NMO, without AQP4-Ab positivity. We
should be careful to introduce interferon beta for the prevention of relaps to these seronegative but
suspicious for NMO patients.

A few NMOSD patients have also been diagnosed with systemic lupus ervthematosus (SLE) or Sjogren
syndrome (SjS). However, there have been no reported cases of patients with SLE/SjS who do not exhibit
any neurological symptoms and AQP4-Ab-positivity, and it is likely that these 2 autoimmune diseases
incidentally overlap.

NMO might follow myasthenia gravis (MG), after thymectomy for the treatment of MG.

Taken together, as in the case of other systemic autoimmune diseases, an antibody-mediated pathome-
chanism of NMO is suggested.

Key words : neuromyelitis optica, anti-aquaporin 4 antibody, NMO spectrum disorders, systemic autoimmune disease,
myasthenia gravis
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Table 1 NMO D4 ETRMEE

Table? NMO spectrum disorders (X8 6 % 3| HHZ)

1. LEZME
1) Rk
2) BHEML
2. KTFo364kl b 2200
1) B MRI T, JRFIERIC Paty OZHTEHE(1988) ** %
WRE T 5 LRABELEELOREL A S50k
2) BRMRIOT, EREKRCTERT 2 3EERLE
DIRE
3) NMO IgG/AQP4-Ab 3 ILH I TE4E

1. NMO

2. NMO DB
FERTEEDERED 5 i EREME LETM
HEUD 2 IIHAIRRCRE T 2 HMEL

3. 2FMHECRERE SLE® Y -7V ViERES
E) - LREEERL LETM

4. AQP4 DAHHVEE T NMO IR B RE (BEKT
&, F3HDVRE4KERE, MP) K MRI TH
Hond, HEELP LETM

>4 OLEOARRBERESH L, 3 2ORET 1 250
EEHEITEE

(Table )2, Tiebb, 1)EEERAOERE, 2)3NHF
BE%, 3) UTO320XFEEHD S bRIE 2 DR#:
3TH0(OMRI Lk, 3#ERU L RSBHOESRFE
2ED5 5D, QMRI E, MS OZELICSRL v
IREEEEH 2 b @, @MiF NMO-IgG/AQP4-Ab 238
HObD) D3I ODDBEETNTRHEITH D% NMO &
ZWT 5L Lz, COZMEBEE AR E NIz, NMO-
IgG/AQP4-AbB I NMO D B R MBI v—H—& &
Y BERZOREEROERL T, AQP4-ADBHED
B4, AQP4-Ab EA#E B aquaporinopathy % ¥ O
MBS —EBEM LB 2ERCH 5,48,
NMO-IgG B EBREE CORE Y — v CH s h
25D THYD, AQP4-Ab ik NMO-IgG #5588 3 2 K
Fr ANVERZOLORRIGT 2TIRBENTIE R R
HBT2DTH%, NETOEHESORFTIE, BHE
DOBERNZIFIZF—HL T3,

AQP4-Ab BHEBR L L TARES, BMESTOE
RigZH3TL b, EEEDO NMO ORMEEICESEH L &w»
BEBh5, L LEds, AQPLAb B E WS, R
RECHER2EC2EBORERERIC T2 —HLELT
DRZFT, EBUBHOSKRCBEREEEFEL, NMO
spectrum disorders (NMOSD) &FEFREN S L H 2 -
7z (Table 2)®,

I. AQP4-Ab [EEBIDREE

EH DB % 1T o 72 500 BB Bz K32 AQP4-Ab
BRI DO BRREERS IS, OFIREERS 3R LT
BHEHTH 5, OQLBEOHESED TE L 0%k
&, ORI ERESS  BFBEREESTL, @R
HREEBENEE TEHCEIEELE, ONBRET
VIFEL, BAEMEPEREESE 25855, ©
MRI T & Mol 3 HERD Eicb iz, Uik s

[B&EE] LETM : longitudinally extensive transverse myelitis,
OSMS : optic-spinal multiple sclerosis, SLE : sys-
temic lupus erythematosus

B o R LS 5REVSED o, SHECIERL
Twd o eMnEL, RUEBTEREE 45, OAaNHY
ORI THIRE S5 H Y, oligoclonal band OHIRERE
FEV, @E»OECRBRETHIEIC LS Z LB
BEEHCHESHRLP T, BUBERRELP
v~V EREE (Sjogren syndrome : SjS) k& F
BT 5, & CORBESHE SR,

IO 2HOFMMBESI, TOMBEBTE, X
P BRI B WMOMBIRELED 5 L & bz, BEEN,
HE - KEE COMEBRETL = 45 ZRER Ao N, /I
MEEEEL, £7 Y MueBoiz. FEEoHBERE
TEMEREC IgG PERAHEOLES & S h,
BBRETAQPANENBREL Twa Ry, HEAR
MS (classic multiple sclerosis : CMS) & 387 % %%
HRREBTD ST,

I D& EIB AQPL-Ab BBHFI ORI, ERKTH
HE3 Nz NMO O & HBRITH D, NMO i HFREIC
bEBOHEEFTTA2RBTHL I EBHL IS
720

Fie, CEEOBEREICLIS L, HEXHEEESLTY
7 #E T% FMBELE (multiple sclerosis : MS) O —i5&
B 3N T & - HHEEFHE S FHHBEILAE (optic-spinal
multiple sclerosis : OSMS) i Z&F MS O# 20% % &5
®, CMS @ k5 K EEEHBICE W L v iz %
{, &7z, CMSHEEEMO—F%#Ms DL,
OSMS OHEHEZ—ETHE R EDBEBTENT
(BE4H@E Sttt iR B niREE | fulttigrsn
BT 2 /EFIEH, I L 5 MS 02EHE 2004 £),
OSMS D% LIEINMO THL LEZSNTHED, TFR
IZH CMS DB ERER > TWw5, £7-, NMO 1ZF¥
TOMS LixELY, ZRETRCBITT2 I Li3ED
THTHBY,

NMO TRICHBRE*ET 2 I 3B L THTIR
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724, BEBREITIARM « MBER % 2 L7 EAITEEH
RBRBY, BEEETLIL LD B,

Bk TH, BRLYNIEE MRI CRE 2\, 20%
DIRAT 60 Bk 36 B (60%) i= MRI TREGEZEDR®
SN EORENRINTEY, KEOORE TEHER
1EH, MREICLZEREELE DS ZEATRENT,

DL, AQPL-Ab BRI SPTIERS NI LD
LEERGIIEETHY, MRIGH» S b MS & OERH
BB TRTVWESNH L, EROFEME2HELTMS &
DEEHMULOIRHETH 2700, EELOBIEEE
255 4TH, AQPL-Ab #ELET 2FELHE T2 8
% 1O0entity ¥t LTEZZ2OVHEENEE L 2R
hHb,

II. NMOSD

AQP4-Ab BHFIO Iz, BB, HHEXD 20
BFHAOAERET 26, KX« BMBERTRET 55
7 EDBDH D, NMO OZIEE S HERERE L UHHL
2E92, LTAREREETENMT 258E, Iho
DB NMO L o EE iz, L»L, NMO

S EECZEHLTwELTH, AQPLALBHRD
B/ER, NMO tR—OFErHRLT 2 EHFEIOND
72 %, Wingerchuk &1, AQP4-Ab BEH I h 5 —F%
AQP4-Ab BIEE S, NMOSD &£ LT &%,

TxbbH, 1) NMO, 2) limited form of NMO [D
MRI T3 HMERU LOEARESECLEREDH LV
REMEERE A (longitudinary extensive transverse
myelitis : LETM), @RE%EH 3 V> ZFfIEIRCRE S
LEMEL], 3)2EMECREREEYOHT 2 HME
KR IBEBCRNRELE T 2FWA, 4)NMO %
M KBRE (BEKTEH, MR, MERHE, e %
B 2 EMEA - ERR, b, NMO OZIERE
HeAnBE DD, RESE—LEIOGNLZ—FHLELT
Froni,

HELORE TR, AM-KBRETHEL L
NMOSD i2#710% % b, limited form of NMO @ 9 %,
NEHASES TR AHR R EVIRERE T 5 008%
¢, —HTERRES TRERR TOREIE» 72,

REIGEE D & OEFITEHISTIRET & - 12 266 % &
TH5E, AQP4-AbBIERLIX 36/266(13.5%) H b, 5
B ATFEGNZ 18 F (HERRERD A 9B T, HEELD
AEIGFETSEREBLLF, 1245 T4 EHRELHH
Hotz, BEOHET T, FHEBHREERFIO 50%
B5~6FOERTHERMAEET 2L T2HELD

955

B,

MRI L ORESALIEFARHEZEAN D AQP4 D L H
BICEELTWSY, 2055 —EO NMO EAITIE,
B2 AR E B D EEER 22T 5, BRI,
MS D 16fFIh lI0EicFrrary Fy—pEEd ol e
WIOIRENH B, COEIHEREET S THOBE
ANFICcoRET, 3HIC AQP4-Ab HERD 51, AQP4-
Ab BHERITIX, WANFREORK TEHFRESLH TR
BHOENTWEI S, BEKMS & LTHEEINF
Nav7Zy—aEEe ¥ 56 NMO Th o7 ] ke
BIEFEENTWEY, $iz, HEKRTHREICL D, EEE
R{EF b Y U AMSE, luteinizing hormone % follicle-
stimulation hormone O % &7z LI:HIORE b D
219,

AQP4-Ab BHEEOBKRGRO HEE L 2 BRI
EH TRV EE ST, AQPL-Ab ST 5 AQP4 D
HBE%E, AQP4 RIS X 1 VEBEN LTI RE S E
b, VR, v b EhTFNDO AQP4 2 HEE X ¥ -l
PRHOWT, B L AQPADBEBENERZZTNET LD
AQP4 IR T 2N T 2 AR SHEE & ORE
PREL9, ZOFER, BRAT ML 7 B LR
KEEMETIHCIIRVBIOTRAEEE AR 50]
getE® R Lz,

M. NMO-lgG/AQP4-Ab

NMO-IgG &, NMO B 0 -# T RSty 3
BEITHIEE, PREEHEBEOHE, Virchow-Robin
B, NMEBEICHRIPENRY -V RET 2 IgGHBETH
33, ZOREBIY — o, WILHUES AQP4 THSZ
EDMEE S N, EBBIC AQP4 E DRENESVERS
129, TD T L5, NMO O AQP4 HifdiH N1 &
N3E2CRo7,

AQP4 i, IXEROBBEET O glia limitans, #/hME
DB T AL, NERE SR ET 25k ¥
TOHT A bad A D endfeet HRHEHE {, MIKHKEE
PIO#RER Y, BIEEBWBET 2 Z LMo h T
% l7,18)°

EHOAQPLADDBKHI R, £ M AQPAD 2R
c¢DNA (complementaly deoxyribonucleic acid) % fE&!
L, BHEH~NZ ¥ —-Z#HAAAT, HEK (human embry-
onic kidney) 293 #iB2.Z transfect L THIR & ¥, BHIM
BB ERICEE, HEAFRET VLt b 1gG
PORFEE LTRET2Hb0THS, AUEREEAL
TOREBBAETHRET 2 NMO-IgG L DHETH
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HEOHEHREIIZIEF L%, £, AQP4-Ab B
T 20 Bl TOMETTld, AQP4-Ab iz IgGl #7727 7 A
WL 1gGl ¥ 77 7 A RESREE T 518
NMO @ 28 T oG LEMIL kL E 24> mE
BORESA SIS I LE, FNEOBES.2ZRT 55
RTH2, IERELOFEIRE ) » SR THLEEZ S
N, BEEEOTMEITNE» S DORAKC LB EELILNT
Wb,

REERETIHE D, HREZRVETLCCEHRE
DR L BBRHITW, REBOEEME L T L T
DEEINH NI, 12, BERRATERSEEL TY
BHRAFNTV Ry a0 RAE kR EORBRO
plTix, A E<, BELT 26557, LrL,
EROLEL-BERATHHABMSE - & $HBT 235
FbH0, PUKMERE L FLHT U HEFTL N,

KA DORBREEIIED TH VY, EHETOT v
YAROGBER D 25, PUEEOELETIEETBS
b I bH D, BKENIZ NMO & &7 LS 2 MS
D 5—7, R L OTEPSREBREUTIC > T
5 NMO#ILH5 :-Bbh, NMODKEREEL 245
AQP4-Ab M & WHEF DT DV TIE, B S
MMBLETH D,

INETOIESERHREDL S, AQPL-Ab BREFE
BB 2R SSHEE S N T & 7288, Ball, FikDE
BN hBES 2T 2 mXBEE  BRED TNV —T» b
HROTRERI N,

Z v b % myelin oligodendrocyte glycoprotein
(MOG) TH¥E, H5\id MOG BE) > Bz v T
experimental allergic encephalomyelitis (EAE) %%
BL, 7v OEENI NMO BEISE /MF» o®E
L7 IgG #5332 &, 7 v b OHPIEHEEERZC NMO
FEBORHEEABELC L Z L9, i, vV XD
MICEEE NMO BEOD 1gG 2B % t bl Frémag)
EELIEEBRSLTH, NMO LEBOHBE L
Lz epiEREh®, 2R {td, NMOIgGHFETFT
HAESEENEL S £ NMOREFEABER AL S Z
EMRENT,

IV. NMO LBECREERS

AQP4-Ab BHFITE, LIELIZE»r0eEEECE
BERTHOSN 2 ECHEBHET 5, —HOHITI3,
SiS &&= ) 7% b —F A (systemic lupus eryth-
ematosus - SLE) % 2 WISEHFRIR K ORI ELE + ik
7L TWLREFIb H S,

HNbD AQPL-Ab B S HPIOME T, SSO
THE LN ENTOLREFIRS S (19.8%), KT
RURBRIR 2 (13.6%), BB v~ # (2.0%), St
MR AHEERE (2.0%), SLE (1.0%) OJF&HELH
ERTVi, ZheDFIDiE A EiIE NMO & EIEOH
HREROCERAZEL Twa.,—H, NMO L2Hran b

T, SjS X SLE, ZOMOBEROBK 2T 2
R Z VWL DD, AQPL-Ab LSO BECHEI T &
NEBELHD, 2D T, HERENRED S
54.6%ICH BN, KTH VDI, ITSS-A/SS-BH
BT 34.6%12, FDIENITS 2~5 %23 X F K
DBHBELTHSRI,

AT, MEERERD % SjS® SLE % £ ORBRE
7R, HRAENKRR, BEARIZ 50Tk AQP4-Ab
(CIELUEENEY (R S AN

Pittock & i3 3 B & NMOSD 153 # T o # & T,
NMO DRI R Lz DI3 78 4] (51.0%) &b,
LETM % 1 B £ 72 1 EKET 2H 756 (49.0%) H-
oo E£72, 2035 1026 (66.7%) T NMO-1gG 355
M, 67 1(43.8%) W HIEHIE Y B, SS-A FiEBYE 16
B (10.5%), SS-BHiFEM 6 6 (3.9%) TH- 1223,
X512, NMO-IgG Bttm 102 5D 5 5, 2 HIT SLE,
2 81T SjS, 1 BT SLE & SjS ORMELHEL Tl #
DO, BTHEEEFRIRER 2661 (17.0%), HEEMEX
B 4 Bl (2.6%), FFFUMM/IMRIRD 400K, BEEY
v F, EERESESTNEFN2H0.3%), v 1/ —
R, LRHGR, I 7y r7EBEREN1E (0.7%)
WZH B, —7H, NMOSD & L T OMRERZ DT »
SLE ® SiS 33 T, NMO-IgG BHEDHIIED Iep -
e EIREL TV 52,

HEER S SJS® SLE 2 ¥ D2 5B C REE
BT, MIREEROEEMHETERCEY, i
AQP4-Ab 3 EE XN TS L LI ATEER I DWW THR
BH 55, RER % b 2 VBRI T3 NMO-1gG/
AQP4-Ab BB A b5 2 & & D, THERER
#8273 5 SjS® SLE Tl AQP4-Ab BBHEDOFEN H
5,%E25501, 'NMOMBInsOECDREERY
BHLPTV, LEZORS,

V. AQP4-Ab BRES N LVRISREN/HEE
ROERIEZH

AQP4-Ab BIETHNIL, HERE L EHALOWED
HELTWASTENMOSD EWwH 12D 7 v—7k
2B, B0 & 512, 1BED 2 W IZEIRERICHE-S
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THESBRHRBREUTC 260852 2 e 8Meh 3 &
3127 > TLLE, seronegative TR L EHIKE %
AU BHFITIE, NMO %5z NMO O&#foEEICx
TEEEBLBEICR T,

1. CMS & seronegative NMO

B E BRI CMS TYIFRBMNTH D, FcEH
WK3MBEL LERIERFRELZRDEEELDH 5,
CMS & NMO Tid, BETFBHEEL L TALTHE—R
BH&NTWwS IFNG (interferong) W33 % RIS £
BIBEMNH NI Lo, BEHBICE VLT, MS » NMO
HOZKHEBH CEETH D, RAOHEESCEREARE,
HHE O BB oligoclonal band B3R, A
MRI BBz &, MS & NMO TRIEKSPHREMR TEER
DD BB, T o DA REETL 1S,
2 DL~ COERZIITITES 20,

RS T, AQP4-Ab BEMEOF S, MELER T 5FH
S —h—idvdt, NMO Tid AQP4 2HB¥ 57
AL ZVTBEEINIEEZLNDIENST A
o7 7 WEBEELET % glial fibrillar acidic protein
(GFAP) "B CHEINL Thwa Il k- —IiZL
BEIAREFICOLTHEBE R IR T 529,

2009 &, FETCHEIN/MS 7+ —7 L TIFNg
BELBTERE LHWT LR, VZODWTAERSR
a7z (Tokyo consensus), Z#it, NMO 55 FiR
BH Y, AQP4-Ab REMORKRESED ONL W,
ZuRABOBRESE TR WEETO MS & NMO
DFRBIZKICEE L 510, FO—WERNT 2, O
BEELCHARRCEET 2RMEREBL 605, OFK
XE Iz MRIJEESRED bW 2 AUREBENDH 5, O
KERFELDH 5, OFKE MRI TE#OFLEEH
RGN U AREL DD, 2 B R o8
BHEEEEED 5, O2HEELHE T 5SS P SLE
DEFDBH B, T EDEFEEIE NMO ThLOlREHE <
k5, UTORRIZ, AlEEME{EVLBERRIC NMO %5
SRR L LTAEBEh:, OBREEX*BRTIEODEER
ANFWELH D, ORBHERBES RO 5, @WK
THPERBE S H 5, 9SS ® SLE THERT 2 HCH
HHBETH 5, @MRI THHREORKTHRE 2R
H3, QIMEHZESEDN S, EF SRV EREK
REEFTD 2, @K MRI T cloud-like IZEE S h 5%
Ehb2, OMMRIBSEETHS, HELETHD,

2. SLE myelitis
SLE K EHR & T 2HER, -RAOOTTOE

957

BAFEDHEELD 1,000 80w ahnd, £z, Zh
FTIE, FHAZEISLEELT—EBhicanTER
#3, Birnbaum & i3 SLE myelitis @ 22 ¥ % #HEfEE
528, MEBOEENE LI EELAEEL T
%3, 503, BHACLIHREERD S b, KECRK
ETER BT AERIRF (SEREL ERERESREDbONS
rOEBERESE) L, hEERECRRAET 22T
2 (m2—urBEXROYILOKAERN L HEH),
ZhZFN1LFT O, AEOHERIEFEHREHEL
723, IKEER DS B 84 (72.7%) it, 6 BRI
BHCET 2 X2 AR TREL, RACHEMIZK
W% FOREFRREZE, 2FTHRESEE OHHER
BELZELL, LrL IOBTOERIX 14 (9.1%)
FEDOOLNZICEEL L, kL, GERTHRER
BT, REFREIBETHY, BERBATHHEES
FUslridil, $BEOHRESEVEFET 20D
0% EaNnd, GEETE, 8% (72.7%) THEIMLA
s, 6% (64.5%) WHMBROBREEZEL, 57%T
NMO-IgG #5B1E, 57 (45.4%) T NMO Ok
P2 Uiz, £72, 651(54.5%) T lupus anticoagulant
DM, 46 (36.4%) TV VEEBRBERREORE
BROON, ZOEI Egﬁff‘li, BT NMO
ELTORBERETS L5, NMO & DREELH <
REEINTHnD,

3. BHEREHED SIS

SiS TH% D 20~25% i PIRHFER 2D, &b &£
{HIGNTWB DR, BEMD= 2 —a/8F —D= X
BEETHIY, BEEFHALE2ET 25855055, Cha-
hin & &, NMO-IgGRaH CHEHic 3HEAEL LD
LETM 24U SjIS D 1 fIT, BHOERFR2HE
LT3, BEDOBBEFENA S LD, SIS /4>
FEHEEETAOND LREIN TS, MERT/
13 B AR IR I & S e b o 228,

NMO-IgG/AQP4-Ab DBREM L END LI BT
LABEDIEST, AQP4-Ab BT SjS OB K E#E » i iz
TEFIZ DOV TOREBFHMROER I L, MEOR
HEETIHOMRBES DL > RBFICL 501D
WTIISHROBHPBHELINE L2 TH S,

SLE ® SjS @iE»ic b, NMO £ RBIODHh iz IkE
RARE*ELBI2RBOERNBHETH 52, ZoH
121X, BRAE 74 VA, EB (Epstein-Barr) 74 IV X,
WE, 7440, FEhr Ok 2B MRS, BE
%, EEEERE, TWERE PEtEENcErsix
URF—, T4 F—vARELEEND,

BRAIN and NERVE 62%9%5 201098

- 528 -



958

VI. NMO & EfEFENIE

NMO & EHFEFHEE (myasthenia gravis ¢ MG) &
DEHIZET 2L O DREN D 5 FH T 1981 Fiz
oz 2ERAE I L 3 L2, MG 3,212 6, MS
(CMS, OSMS #&%) 1,146 BIESTFENTBD, W
EEEHLTwRHIBIFA N, ZDI5 8FINK
T, MG THIFE L DB BFITH 72 MS 3517 L 72
Bl dn - Iz MS OFIIFRAEFRIZ 41.2KT, WEL
D MS OREEFBLBL - UBL LTLEBRTH-
foo Wa s, SEHOSET MS 20 NMO O Hh
RHETET =5 IEn 0D, REFHROB S IX NMO »
MRS B 3, WIS & MS RIE & ORFREIERIZEE
B2 L TEETH 5,

NMO 2oz ah bk 3ick > TUBDHE X L
T, NMO 177 BlORAE T, 1B WA= F &7 2 F
Va2 oRBEERENBE T, 2 BERNEEDE
FHEDIERBA SN E VL IMEDNH 529,

SCEKAGIZ 13, MS i &6 L7z MG 33 Fild 30 4153, fghs
MR MS #8EL TH D, AQP4-Ab °#FEE MRI
FRTROGE»H Y, WA LEHTELEE 208 TI, 19
B2 NMO %z 54, 28I TERRARENA LN,
AQP4-Ab iZ 137 10 iz 588 & 7230, 1 F %KL
7o B HIIRTEER AT 12 NMO 2REL Tntz, 2D I
L6 MG & MS BEHFT 258, MG 2355EfTL, faiR
UIBRtE I MS DSFAE L, £ OREIEERIC NMO 3%
WZlkBbhri, MG 28 L@ ED NMO & FEi%
W, EEIR i % <, NMO RIEER I 19~63 5% (FE
¥ :40.6%) & NMO LEIU LS REBIHTH S,

FaRRE TR 2 & SLE ® NMO 2SEET 2 O h i
TEHTHZH, MiE3ELULRAL -BETEBESIE
OHBHEENE <, KEMPTHED VAT M2 ik
#H 35 CD4 BLUCDS BHEMIEIIEEL T b 2 &
MBEEI N TV, NMO HERCLT L b MG FER
BEELTWELYTERWEISROT, BitiicrK) s
T —F Vi BHEESEERE N TR LI3E 212 Wb,
bhbii, MG D7 DMBHBIM EETL, 20%
V= > REERIC NMO 2R L ES 28 L T
W H, NMO RERCE 7V F=V oy 15mg BE#
S Tthot, ZOFITIE, SEEBESTSIEIRNAT
Whho7: ZEVFELTHATEEELE L SN 5D,
W2z MG ERREEL TuhiE, AL R P80
BECEEEBEIEDHL, MG XEHT 2 NMO O%
MESEEREZ 2L, X704 NOFE T TIE NMO D

HIEFHRATE W ERbN S, HEBFIO HLA (human
leukocyte antigen) 47 CiZ DPB1*0501 B3 sn T
BY, BRAIZZWE X 3wz, NMO BFic% v HLA
FOABED SN i, )y HROREEEDE
BLLTNMOORERRILYPTLEEERL
AJEEtEIE B B,

¥, INFEFTORETIZZOFTLEALED, MGk
U, MEEHMEE NMO #BEL TWE I b,
NMO ORIE IR AT 5 E L T 2 aTEEE 2S5
ThTw3, HER1IGITIE, V7 FrEERrfimgs
FHRER B FHIEL, L¥acute disseminated ence-
phalomyelitis (ADEM) & 213 fuizds, D5 AQP4-
AbBETHL I EBHS M5 T2HIT, ADEM &%
ZONTERMBBRL The MGOREL Tz, 27020
FlTik, MIREXREx {MBEREE D IThbh Ty, &
DEI B HL I E,me, LHFTLLMERBEB MY
H—WEBPRTRIEEZI>THD,

VI. NMO &EithEs

NMO-1gG DFERICE > 1% & L T, Mayo Clinic
@ Lennon % 3 EEEMMREREESEOMENK L
BIE U 7= PR e RSB b Dty — R TR
DRl EMNZoMITIIR > ERRT B3, EELE
%, FEEEEREEERAERE W, BNEE
B o OBMEERL S TREL TR, HEENEE
#2, EEBEREMEANZON TRIENRET TP
OFZ, NMO-1gG QR ST — v d3dh - 12 D % ST
FERBEBI & U TR L T lflnih o7, ZOBSETIE
NSO TERBREOFERERS A T
», FHIITEETH %, Pittock 513, Mayo Clinic’s
Neuroimmunology Laboratory THMERMEEBRE L
72 18 A A O, 5 NMO-IgG Bt s - 31 Hi D
SHLERBESEO N 8B o0nT, SHELEED
HAEZTY, 6PICEREEIEHL Tl L2 RE
Uleo BEIZELRE 240, BiRe 16, MOIRE 14, F25
w16, BHREY B 14l, #0Er#HEro—-2 NS
Hrer7a7l) YIESN 1FcRDsh, 4FHTESHE
BH%T, 2P CHRERSEEREICET L, 55
2 Bk NMO-IgG BB Tz H 2 0D NMOSD & L
TOMRERIE > Tokedrot, —7, NMOSD & L
TOFMBEEREE L, NMO-IgG BBMHTH -7 141 4l
Oeh TOREEESHIZ 76 5.0%) wihsh, G
MG, BRBRE, vy AR, TEARE B
Dy, Bru—vMgsycsas ) CESER
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Zh 1 flcEEd snrz®, ,

bitbh b, NMO R 20 488 THABE L R
LB B3 T8, NMO OREFR - BEMES
DIFFEFRIIER->THBY, B I THREDS WHRE
HEEROLEICE L, NMO OREHOEFIER L
Ehb, £, TITRESN T LEREED origin
CERDHBISEEZTHY, FEED AQP4 2 EBRT
LR LHBREEE T 20O T LS LTI R,
DL EmTH, BEEEELE NMO tOFEICERT
HDEER ZEFOERBLELEbN S,

Vil. NMO & HTLV-1 associated myelopathy
(HAM)

ek, BOB~8H AOBBATRET 23MHD0 HTLV 1
associated myelopathy (HAM) O—E»dH D, &R
BTHETT S5 HAM & OHERNE S M TR o7,
ok, T HTLV-1 fifE, AQP4-Ab & b & 7 504
BEREAD 4HIZREL, Y HAM TH AQP4-Ab #3
BHCR2BE8E2EIZONI,, FOBRINGD
HAM :2Wanizfliz HTLV-1 £+ V7T EF L 54,
BEPR{RIE NMO IC—B L T3 Z &5, HAMO* v
D7 NMOPBFEEL EFEZ sz, TOERITE
BT, HEHE~HB THEMERSETL, 16ITH
HREAEEL, 2HITHEHEEEEEEL T, A7 0
4 RAERE, SHEACPERARRETAZLLD
Zknd,

FHOI(IC

AQP4-Ab BHESIZEEREF M 6 & REFEIIC—E
ORHEEL, AQP4-Ab 2L TEWIIC NMO L#E
DFRE*BETCELIEPHLII R T2 Eh b,
AQP4-Ab BHEBIIFRENICEBO—KREBHEM L& 2
BN LIk, LHLENS, BREDA A5,
SHFL L NMOOBHELZCABLEWEE L% <,
AQP4-Ab BBlETHNIE, HERAD A, BHRODA,
KIRERBEML 28l £ % 8FE L TNMOSD & LT%
ZBHEMMICH B,

%72, AQP4-AbBHEFIRE»DECRIEREL SH
LTI e, SLE ® SjS, BRRER L E8HE
TEZEbH 5,

—# T, NMO OF#E%*E L6, AQP4-Ab 25HH
SNzVBINE D, BEOEERLRIIC & - THfkflin
BREBREUTCR2BE5bb2LELIHN, DL

959

VT AQP4-AbBBMET & NMOBEE T E 2 LHEH
HY, BRTHOEREREZT, ZO0LI2HEKD
WTLEHBTLLEND D,
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Neuromyelitis optica (NMQO)

NMO DEEFK"

HR ExX"™

SR HZT BR BFT

FUBIC

NMO 1R#ER D ¥

HAEERES (neuromyelitis optica : NMO) 13
R I L FHRZ P L T 5 PREMEO SR
BRERTHLY, KMPRHBEOERTETAI LD
LRl BRELZVWERS DL, RFETIE
AARIZSEWEREIZOWTHRS. SHEHELE
(MS) LidmELEICL, BEELVELL, &
HBES TR WHEEbH A, FAEIZFHE MRI
TORHEPRIGERT 5 SHEALL LICES RV
Wz (LCL) &, RMHATHOT A baHA +d
RERIZEHLTWERT 7 7R 4 (AQP4)
MAEFRETHE. BEIIRBFERESEVDS
MERS I ST LRATRBE YD T, &5
THPEETHAH. AT, EBRBEOBAAT
BOoNsBEETBRL TAHARDOEE T MS
EERFEL, HERIZIAATH NMO 25D TMS &
A TWz720, NMO #&THA1X [MS] &L
THRR L.

Key words

ZEMELE (multiple sclerosis)
HRAFEFBS (neuromyelitis optica)
BRI (optic neuritis)

PR GEZAZRE) 12X, BEARROR
ML, Qb 2& Wb kblD, 7Yy
H—EPETT 5, QR EFEDLPDIZL L %D,
ORz8»T &, BEEIEY, @RLELR ©
AERETH L. Zh o ORMRRORFBIIHM
BOBE SN L ZOIFRIEREZOT, RE
(2L 59, Leber HTHEMTI LS T b=
LEOREICLAHREREETHERIFALTSH
5. H7) v H—1E (CFF) 3E¥%5 35Hz
DLEEAS, BARATIHET T4 UTOEFT
BARERIIETTAILICEET S, BEER
MRI &%, HEFREM (VEP) &F, D
B% L Marcus Gunn #f%, CFF{ET, HEF L6
HEE HAOET BEETIREZZOHICRS.
(%5 2 M AR EL I F—, 200747 H 12
H)

7o, BRI, RHBAPURETHT
b, KFEEECEBENAEEE, FE¥EIXZNMO
ICRHEB 20T, REZHITERZIZTTHY,
KFEET IZME S & —F L7z B OB DIEIR
%OT, NMO BIMEBEEDERM»H HI1ETL
v, (%52 mEILEEEBLEMZAS, 2010 6
2H26H)

" Neuromyelitis Optica : Clinical Features

CEHIRKBETSHRES R EEEL S 5 — (T616-8255 AW AR KBS 7 LA 8),Masami TANAKA,
Masayuki Konsaka : Multiple Sclerosis Center, Utano National Hospital

" SREHAEMENE/ Keiko TANAKA

FHSBS 23(8): 743-748, 2010
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NMO OHEMBRLORERIE, MEOTZEY —F
TERETHIELHHZET, BHHEOIRELH
By h7:0+EZOLNE. NMOXERPLE ST
BRI HRBLEVWbT TR, A7d
A ¥V ZOBIC MR LEE (Bl
EE LW ) THRENICORNERY
R R b G /A

NMO OBRFRAER EHRER

NMO O #5283 FTESBFONS.

O EEBICSE . (0% L% D).

OFDWP OB MRI TEFFRASZ L.

BFNFNRET ARMER L FREL EHL
5.

@DIEOITEY - FTERBIZESZEHFINT
e, LPAmOBcEaedd, Ll
BT ERRTET 5.

ORBRECL Y BEEEYE (Leol D) 28
HETEIEMNDY, BEBWICIZHFRT
H5. Tl BRPETORERLLIHIATL
R EEVLEICL A 2 EFEEMTIZE
niFEThcidizw.

G@FBEL LT, ARLUBEOBENE Y ¥ K
REBAFY, HRBEESLHBEEES
HELETE.

@DLCL BREHHN B,

@FBAOBITIIRERA a3 50 f/wl LI E
28275,

OHIRMBENTIoG BREL S LT, BEOKRE
T IgG index TS 5 Z L it v, FHEE
BHRIC BRI EEL, HAQPAMLELE
HELB2Y F£)Tru—FnIgcGNY Fo
BiERIT AARA MS & B L TE.

OMmE+IcH AQP4 HIEPFRET 5.

BEFITI, LCL XRE2ELNICEETAZ

A%, NMO IZBRKD MS L8B4, —R
HBETRIIBITTAZLEELOHTINTD
2® LCL2EFLTVBBENDTIZ, segmen-
tal CEHBAPERL T EBEDII) BEHKOL

WEELDVEEER VD AQP4 HiARBHR
PEWERDD Y, HL AQP4 TURRBYES X HUAR
EN I EHMTOBRENEBEZELVE (p=
0.0004)%.

NMO TR HBORELETH I LIFHRL
TEhTiEnL, BRATIIERZBELEEG
BEKEZBLL. EREETLIILLH 5.

Wi T b RIS AT MRICET A2 28,
Z D% 60 ek 36 51 (60%) 1<% MRI AT RATE
HOENDLDBREDD D, BREICLIEREE
LEBAZELRENS. CALIRKAD AQP4
SBEBBEICHELTVWLI EbbhoTw
W,

[MS] Ciz 116 HR 10 Bz F I LTy —38
FDOONIEVIBEDRH LA, F0)BHEK
A7 BIOBTET 3B AQPA HitkB T, WH
HHEDRE T HRRESLFTROLATVEZ
Ede, ZTRHIENMO THY, BEIC [MS] &
BESH-DDHEIZINMO TH - - WM R
WEhTwa? 72, HETHREICIY, &
RERET MY v AIE, BHEEAVEY (LH)
LIRFERIEAVE Y (FSH) DA% &7z
E585 5.

NMO DiZHRE# & NMO spectrum

Devic #%/NMO O #4112 Mayo Clinic @ 7 W —
T E DI RENTE D 2006 FI
Wingerchuk 5512 & b # L W BUF X HEAHEE &
hiz (F®1). £612, #o" M AQPL A4S R
HahbHEE2 NMO BERE L LT, NMO
spectrum disorders & LT F L 7z (F D).
NMO OZMEEICIEELTWERLLTSH, #
AQP4 HuES B OB AT IXWEIE NMO £ F—
EEZONZOT, HEIZERKNIZNMO LFHL
EEZBRETHA).

ERlESHR
B L HHICRE Y BT 5 RBSRABIO
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# 1 NMO OZHES - NMO spectrum disorders
(U 36, 37 # %)

1. NMO Ol
1. WESH
1) MRk
2) BEFHL
2. UTod3 A ulEb 220k
1) FAE ™ Paty OB HTER (1988) 2 HET
A BUELERUOKRESE MR 2w
2) %5 MRI T2 S5RETEHET 5 3HALU LR
%
3) NMO IgG/i7 7 7R ¥ 4 e mA I FTE
I. NMO spectrum disorders IZ & £ h 3 &R B—
AQP4 AN B2 &AH
NMO
NMO 0RFR
ERTHOR®MESH 2 idFREME LETM"
BEYD 2 WVIIHERFERICRET 5 RBER
EHMETRERSE (SLE ® Sjogren EEBL L) %
o L mEL S LETM
AQP4 OGF A BE T NMO BB 2RE BREKT
£, B3HHVILE L RERE, RR) % MRI TR
Hohd, WEERP LETM
MY O OB OBER TR, BB ASLEHED
RIERFIZN MRL 2R ET2 L RBL RO LEE
Abha.
UOSPEOABHRBERSH S, 3D0OKRETI
D HEE B B ST

*Ylongitudinally acute transverse myelitis

HERELVED (F2).

R - ZHENS RN DY, REFRHDOEE
12i%, MS 4 NMO 20ENEERFHDOLDHD
BRSSP RLLLDICEETCHS. KBEOHE
PHEORE, BRENOFREMBREYSY T2
u—F N8y F (OCB) BptE®, X MRIFTR %
&, MS/NMO OERPBRER R TERIED S
nad, HAREHETLI2{, Brorxiu
TOENZHICITES 2. /B, NMO o2k
RECHCLNTWS, HHMRITOLCL LH
AQP4 itk D F EH MS/NMO OREZETIZIZE
ETH5.

INOABHROBEIE, IThoOmENEE
ZBHN%VNMO BEMFHhALZ Lad Y (B
KRTIEMS & NMO O SEEA AR L T 1HE
HDT, MAQPAEUBEENRL LABTY
NMO ZBATAHBRERTE213EPRW),

R 2 REREFMORELEETINMO &
BHEEY HHEEB CUKS ¥ k)

1. BCRExEE
25KV FIb—F2R
Sjogren EEH
M RRERE I oLt F
¥ — Pk (MPO-ANCA)
W|AHNIF ) ¥ BB ERE
BEMEEEHER (MCTD)
2. RS
HIRAEE T A IV A
Epstein-Barr 7 4 v X
HIV
1
3. hE
Clioquinol
HEERE
4. IR MEREE
ZRMUTLE
BEBELRERL (ADEM)

BRI MS LR LZ 2B Ho76, MSEL
TOEBIZRTHICREDTHETHS. LCL
HIRETICH AQP4 Btk Bt L b 2 8B D
BEHL LCLASHHEABIIHETEI LB NES.
B AQPL AR T H NMO BREBETE &\,
PR LRET 2N OBWEEME (low affinity)
DAL in vitro THEHARIS 2FIB T 2 HE
DRFETIHHMETE WL, AEMESEOD
KRR RDBEEULT THo/oh, HEICLYEY
L7y T 2R H 2. BE ¥ FAy
F enzyme-linked immunosorbent assay
(ELISA) 2 X ahifkfllE O EFEMREEE IS
SNTWB. Hliic X D EEHNR % ERBHICENT
T& 5%, ELISATH ) a0 6BAIBETOBY
RILAFOHNABEL Y REFES.
1/30BET, FRRBEBETE (19%), B
it (6%), BEEXEL Q%) REMEHEINE
BEX 2%), FREMMMEBOUHEBER (2%)
BROLNDY. TR L ORBIEERN
HAEDPRBEND T EHH B L, Sjogren FEBEE
(8jS) #&e&HxT) 7< —FR (SLE) OZH#
E¥EEZHETLL)LBEDVD. FAQPLH
HRIRBEEESIE L, NMO ERD LSS *
SLE TiiHl AQP4 FiRIIREME L2 DT, 1 AQP4
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x® 3 EEBRENEEAHU M-S RMEELE
NMO TR S | - anti~ {NMO 1gG/ RO | BB
£ |#oRE _ FR A 0 |ACKR|and-AQP4|OCB| |15 MS R
RPN R B S AR | FTOHM
HO® &l 27 + 0+ o+ C1~Cs - NE - | NE 7
fiE" 7| 34 + + | C5~Cs, T4~Ts | + NE - | NE 4
Isbister 5 | 36 — + NE NE | NE
Antoine 5" Bl 49 + + C1~Tu + NE NE | bR pE <1
Furukawa 5% | 48 + + Ts5~T7 + - - | BBX
Z| 63 + + C1~T1 + - - NE
Kister 5 #Z| 39 + + C2~T1 + + - | BBK 1
7| 41 + + Cs5~Cs¢, C7~To, | + + - | BBK 5
T2~T4
Z| 19 + + Cs~T3 + = + | BEK 2
| 37 + + Ca, C4~Cs + NE NE | E% 10
Gotkine 5" | 26 + C4~Ce, C2~T10 | + + NE | NE 14
Nakamura® | 38 + + T4~Ts + + + NE 30
Weinshenker 5 |%| 45 + + C2~Cs, C3~T1 - NE NE | BEX 15
Bichuetti 5% #| 31 - + Cs~C7 NE NE - | NE 3
Kay 5% | 49 + + Co~Cs, Co~T4 | + + = - BB BT
L
Y | 60 + |+ LCL (+) NE + NE | NE 7
Uzawa®™ Z| 41 + |+ LCL (+) + + NE | fEX 13
| 29 + + LCL (+) + + NE | NE 9
w6 %] 60 + Ce~Cs | + + - | BX 7
He GREXR) |k 14 + o+ | o+ HEE~Cs + = NE | NE 1

NE : not examined

HEFBEOHEICIE, NMO & SjSdH 5 nid
SLED&HLEZLNS. LAL, LCLDAD
BA12id, SjS % SLE D EMIC X 5 HEERS,
NMO 2568 L7723 @2, HFITE W,

YT B EEt (optical coherence
tomography : OCT)

OCT i3t AFIH LABEERED L ) 2 HE
T, WEXEOMEMERMERE (retinal nerve
fiber layer : RNFL) ODE X R ET ZHETH
2% BICRAZ:BRSEEORER2H 5 Rl
IZEbz2bNh, ZORAOREMEE, < 5ICHEKE
RSN ELON, ZOBMRIEEERE
FLENE 2o TED, LEDISEBOERAENT
WLRMENERL NS, ML O
FEh LRSI NSMEREORE % RNFL &5
MS & NMO & 3 12 RNFL 25 w25, NMO Tl
L) EW®, NMO TIRERARE DRI

746
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95720, 1HORMRELTOEHAZELE
ABIELHELTWAEEDNS. BIZERED
HEYH ETFOMETMS X ) RNFL A5,
NMO TR ME 12 /MEAFD 5h, NMO
DFEIIMEEENEES LTS 2 & HIRER
RTd@Evontwna?,

BEMRIEICSHT S [SHREEL
fE] 13 NMO

EEMENDE MG & [MS] o&#icE+ 5
ZEREFEATITbObh 22235 2%. ok
EICEDOENZDIE MG 3,212 41, TMS] 1,146
BIT, EHBIAIBIBHY, b 8FLLHET, MG
THHELZODP B TH o7, TMS] 2%E4T L7
Blid e r o7z TMS] OFHREER T 41.2 5
T, BAEL Y IBEFEHIBVREN STV
LEFELTH, BRMOBMETHo 72, BELIDH,
SHOBHETMS 205 NMO 20h%HET 2
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x4 2BEON-TAEEE (U4 28k
i KB ERSAE CEEMRE

(11 %1} (1 %)
BHIETERRILI  72.7% 10% <0.01
8 100% 9.1% <0.01
& - E 58.3% 8.6%  0.01
A1 T O A R 100% 0% <0.01
75 #] < A2

E{_E;E);g;\ﬁ%% 7 100% 0%  0.01
BR 9.1% 72.7% 0.0
B R OB 0% 54.5%  0.01
1(\121:)40(;;,@?;% 0% 45.5% 0.04
%&Txﬁﬁﬁﬁ% 0%  54.5% 0.0
g;;ﬁ;ﬁhﬁmﬁ 0% 36.4%  0.09
NMO IgG it 12.5% 57.1%  0.12
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FUMALE) E NMO (B aiz)

NMO DESFFAElR, MRI CHRER

7IRUY A ADESE —

LT

TANAKA Keiko/SRERAZSERNRZE

28 452 5 3 % (neuromyelitis optica ; NMO) Tld, NMO-IgG/ii7 7 7K 4(AQP4) itk v 5 R AIFSHT
v —H—&TB, NMO IEREFNEMICEC, BEORME - BEHFREZELS. MRI TE, MEEHOICS

HEELEICRIESMREEELIONBHTHY, 7, ERRKOMHEREY, FHREEREE
BECHRELELPTV. SEACHEBOBUENEL, Y1—J U ERBOEHEHD. ikeHkLL
BHIZHYANBETBE NMO DIREHELBIEDS, i AQP4 Hifhld NMO OREHZKICEEREST5L

PEASH I ST

Key words

BHRBEBEX(NMO)

W7o 7KUY 4(AQPY) Ak
“NMO spectrum disorders
EREARE
SRR ERML

FU&HIC

AR BE 2% (neuromyelitis optica ;
NMO) Ikt & Friidex £ e
5RO RIERRETH Y, PE
HERCTEADZ VT 77K V4
(AQP4) \2xF9 % #ifAk (anti-aquaporin
4 antibody : L AQP4 HifF) 5B -5
LHCHRERBELEEZEZONTWVS. £
LT. AQP4-Ab B X U Z YRR H
JER 8 Y — ¥ THh D NMO-1gG
X, REOBM<—HD—L L TEDD
THHZRbLOTHY, REEDOFAEN
ZH LRbERINTNS,

AfaTld, NMO OERIKMFE# L Z

DIFREA <7 + 5 2, MRI if RO 45,

X5, PLAQPAILR DM & £ D
TR ERIZOWTHST 5.

NMO DERFRETHFE

NMO D% & 7 2 IR A S & L

T,

(D Y 384 4F 5 % 43 FEAT 2 & FLciy
miTH B,

QEHEDILLRMNE DD TEH,

BRI FFEED S < S FRRNE R E R
AE,

(O APFERE L DS EETIIHIZE LB D
BREATES <, FPOPEBLERPRZE 12 2
NFEREEA LD Z L0 E
s,

GMEEIRZE THIE L, HERTEN I
WREELXELDHEVH D,

(OMRI THHBED & HE I 3 HEfRE DL
LiZb72 0, ROIKFTE A 5 RIS
IR BRI FRD HILD,

DR ORR TR L xH Y, +
1) T2 1 —5 ) (IgG) 7Y >~ K (oligo-
clonal (IgG) bands : OB) O {1 BLAHEE
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BUIHOUCRIEFRETHEICRD S
EDRHNFHEACIAENIR LR
Co BRCEERIRRER Y 2 =L
> JE ¥ (Sjogren syndrome : SjS)
LEEEHT A,
GHIEERUANTIE A ST, BFMEAR
{b 4 (multiple sclerosis : MS) T %
DIFEEIER SN, —RETEDK
Rz L,
T ERH S o TV B,
fEk, HAZEL 7 V7 #ETMS
O I E XN TERAMERHEN S
ZE14 Wi E (optic-spinal MS : OSMS)

D% AL AQPAILAASHBHTH Y

FREMIZNMO LRILIEEEEZ LR
BIZHE 720, HEREL X OERHE
DEFEIEIMS THHBIZALNS D
DTHH, —FT, NMO & UFHRE
2HETHEEZ NS HITH AQP4
PEPRE SN ZnZ EbH b &
L, HMEEMALTE LI AQPLH
RS D& O W I EE 2 B Wy
PULETHL.
HEET. NMO B0 EFHAIL
ENTHE VY, JAQPL MLk A
M SN AEIO 2004 EIZEH S
h7z, BAGEE THEEMRERRT
TREFFE % « EEmR AT 5
MEMEI, CEHMSOLERE
Tik, HEBLUEROREY EH
L, £k OSMS I EN/—F
E, FEMSOH20% % H5H, dilt
I MS (classic MS : CMS) D & 9 125

F7:. CMSHHERENO—%F M2
DIZH L, OSMS DS EHEIL—%
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BREMSZOIIHAURCRET 2BRMER

3 RBUECRBEERSLERX 1 ~J L ERB L E 4 E - - EHB AP LETM

4. AQP4 DA BE T NMO TN SREHRKTER F=5 5 IFEMNKERR,
) 5 MR TR S A 2B BR A LETM

B LETRM ongitidiraily exlansive ansra o mivelius

Thdo EDOFHAREN
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DHMMEEA T I3 H R,
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iz Ei Bl LM I
MRBLEIE A & DIEFITIE, £ 14%12
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LETHMELDH L.
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VHEEN DT MICR R L b
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MR FREL4E1 (5 2
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RZ LWL SNIREDND - 7295
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T ORYUEBEEBI 2 ER L
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BUEIR 120 - 7o BEBESL) =, B
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WIFWAHBETED L ) R EEOEY
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PIRIEASEE DN S ;ﬁ;iéilth\ﬂﬁ.@ﬁi
MR ZERe, 22l b % £ 9 K & 72 KK
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SRRGWEXELBZETHY, %
CIEPLKEBREZRLE LRETH
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O BLL MR L THWHZAVW L Z &
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ImIEh, MSERZLHHELT
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SARIE, FrILT Y=, NLWTE
HAELBERE @ BIEATH OB
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%ité*&%Jﬁtéuzmzax
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O, WREKORELHELXRET LMY

(B2C), BEIIHET 2B

] 8P LA (3 ME (posterior reversible

encephalopathy syndrome : PRES) %

£9 560", marbled pattern (KPUA
oty — ) Ewvib s MRI FLAIR

MHRT, UiEEEA R 5 THUL MK

BEEronRy—Ca22 3255 0d 5

NMO taﬁ;@ﬁﬁﬁﬁ

NMO TId—#z 0 7% i ¢ o
WELTHRBMN AL 2w #T
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(TR BIRIR S WAk % i - L T

BRAIN MEDICAL Vol22 Nod 2010-12 41 (333)



Y78 - MS(%7

EPERE L) & NMO (HLAhkE B i 4¢)

{FLAIR[_AI}(L C:%&

WHRER L BB

Ditbh Ol AQP4 Fit Btk % 4L

DOiETTIX, SISO B LR

T b‘%ﬁmﬁ‘l&‘ $ %< (19.8%), W\
THURIR B (13.6%). MY ~
< F(2%), FEFETE MM A1 5 5
¥ (2%), SLE (1.0%) DG4 H5F0H =
NTwi, IhonfloliE Al
NMO & [a] kD #L i fE e F i 7%
LTwa. —4A, NMOVG')U’réﬂlé
LT, SjS R SLE. & O flid B

2] & e
L AQP4 HL iR LU Ot @ [ AL iR A5t it

42 (334)  BRAIN MEDICAL Vol.22 No.d 2010-12

KB EDIERIRRE, £ OBIIER

JEREE VL DD,

B2 NMO® MRIE

B&FFR

A 7R mV)LPruREE*rEF'/L&‘ LRARE, A BEICHE- -8R (T2 aRER) .
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