[FUsIC

BAZEL7 YV 7#EOS HEEMALAE (mul-
tiple sclerosis : MS) i3, PRIA S EK LI R
T BHEEREEN SR ETHEEZONTE
Thbb, REOMSIE, FLBHESMDH,
KWW EZ FE LT % @A (classic form :
CMS), B L BEMICE L RERELET
LR E BEE (optic - spinal form : OSMS) @
2BV RBI &, BRORICH L OSMS o b
BEWEENTERLYY, BEOEFRHETE,
OSMS I3AFH MS D#20% % 5%, CMS® &
IICEEERIBICE W W IRED R, F
7z, CMS #SEEMMO—&EZMWBDIZH L,
OSMS D HEEHEILX—E Th 5 % & OFHH
RENT (BEFFEE [HEBREMEEBERE
3 SRR T T 2 AR 2 X
% MS O&£ERZE 2004 4E),

—H T, BRIFPTOSMS L BWFshi-fl, %
I REIC SHERR D ISR SHEEDOMZE (long
cord lesion : LCL) %4 U % —# (LCL-OSMS)
3, BROKRTHEBAIRE & 7z neuromyeli-
tis optica (NMO) & Ebd TEUENE L, *
DEFZOWTIERWEERYH o 72,

*Keiko TANAKA  &iRER AN B E GRS
(FHENHE)
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--------------------------------------------- L R P S Y

o BT

2004 %, ZOEWII—EOHMELLLT
BRBH -7, Thbb, KE Mayo Clinic ®
Dr. Lennon @ 7V — 7%, NMO 24 Bzl
BYsLshasmEhobg  NMO-1gG #
FERLY, E5ICNMO-IgG ¥ 2 HE
FHRRICERT LKF ¥ 2 VH5F, aquapo-
rin-4 (AQP4) THLHZ L EEELRZY 20
ERIZEYD, RKFHDOSMS DE { AACMS &
BERZD, HLAQPAHMEEH T 5 NMO &
FROWRIZH L OCRBTHH T LPHL M E
%Y, MSOBRBHEE L HEFEORRICK X
LBEALE D26 L,

O NMO-IgG/Hn7 o7 RUY 4 Hitk(anti-
aguaporin 4 antibody : AQP4-Ab)

NMO-IgG X, NMO BEHiE - B CHhE
HBFREETo2HE, TTART Y O
FRAR AL O BRI, Virchow -Robin I, /M
EEECIR OB -V 2B T2 oGHifkT
»Y, NMOIZRENIIROOLNLIOTH 5,
FALFRME R BB b R SN B A%, HED
FHRIIHBERIZBML RS-V ERBT LI
b, KF ¥ 2 N5HF, AQP4 TH D EekHE
Zbh, EE AQPL LORBHIHEREINY,

AQP4 1%, MEDBEE T @ glia limitans,
HUNIE OSMEIZEET B AR, AR EE Al
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Arachnoid -
granulation |
Arachroid
Pia

Glia

fimitans
externa

process  Tight

Ependyma

Astrocyte
process

Gila
limitans
interna

AQPS

KF v

AQP4 FIREM (STHR 6 & DEIA)
WCETLEMEARETT A a4 b D endfeet
WCHEL, gAMoL HE, HREC
BT EFHmONTwE(ET),

BREOT7T 7 7RY VEBEIBEOSTE
FEREINTEY, 209 LHRMERTHEH
DENYT I AL TIE1 L 4THD, FIC4TR
bREBNEL L, TOHER 6 HOBEE AT

B

NMO-lgG

BLOOD-BRAIN

Junction

LWOBEICHENRWERDRS

b, ABROBTHEEL, KoTFo5HE
BLELHA ZORT RS TOHRAY
Rarvhu—uLTw5 Y9,

XD L7z AQP4-Ab DR
iE, e b7 2 T7RY 40K cDNA
EREL, BB 5 —ICHARAT,
human embryonic kidney (HEK) 293 #H
faiZ transfect L CHB &, BHME
LR E S &€, 8bEEE IV L
7ok bIgG & 2WPifk e LTy
5b0T, FUHEEHTOREHER
b THH T 5 NMO-1gG L DB T
bHHDOHERESIIII-HTEILE

ALTWwa 7,

AQP4-Ab B M E K206 TOMRE T,
AQP4-Ab i3 1gGl 77 9 XIZE L7z, 1gGl
V777 AIWMBERHEREAET 5. NMO OJF
HrRORHE LT, MEBE~OREHEAERD
W& MEBOIREMNA SN, HiEHA
MFEEL TS &L, KON S 2T
LHRLEEZOND,

AQP4-Ab

2 NMO-IigG & AQP4-Ab

E:SyrOXKIUARY Y MK NMO BBIEE RIS, BXBRES UL -GG
TREIELLO, MEE JNERRNREEIN TV,

£ bk AQP4 28 cDNA £BHAAR TS AI RRIS—%, HEK2903 lBIE b5 YR T 2T b U,
NMO BEMBEE RIS ¢, BNERSRILOME L IgG EBVWTRES L0, HROREHGE<
FEBEN D,
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Hikfli % F—BE oMk & e Tl
ByaE, HER20 G TIIMEDIE) D
#5400 5 71 i 2% & #* » 7z Takahashi
5 ¥4 i DT ) A% 500 Al AsE W &
HELTW5E, ZOMREERETIER
—ETHDLI b, HEPOHEKIZMm
WALDOWMAILL D EEZ BN, HifE
EOPITEMY) VR THLEELZLR
Twab,

Vol. 51. No. 4. 20089.

] 7 AQPA ARG DR

AQP4-4b B0

B St/an 569(119/450)
e (i 791%)
Dl - 47.2+163
FBELHRR/SP/PP) (%) 758/81/13
EDSS 237 62t21
BONTELRBLED 85/138(38.1%)
BERNBERLRIEARE 99/116(46.0%)
FIFHRHL(ON/SP/BS/Chr) (%) 43.9/410/8.1/70
MRI{cbr/cbll/BS) (%) 359/48/223
MRILCL(+/=) (%) 74.1/16
OCB(+)/MBP(+) (%) 104/574

® NMO

RR: BREHD SP: ZY#TE, PP —R#ETE ON: 1§

WEE, SP: &4, BS: B, Cbr: K, cbil /B, LCL: %

Bk Tl L ke B ¥
AR EE, 1894 4E |Z Devic % %% neuro-
myelitis optica (NMO) & LC 172 & o T
EEEAERELZOEERL, U MS
LIRS DHBETE Z SN T & (Devic ¥,
3N Devic #8) ¥ NMO OEEREF I,
OREHNEE GOREE) TRET S, Ok
I2Zv, ORAPICERE?S Y, ORMERE
PEECRHIIELFAOBEE»EY, ®MRI
THRA SRS SHEARD LS, Hul
IKEEH 5 BBER A RENRD b, S
BICERELCVwAZ XS L, RVWEBTE
ML %o KM - DARHEICIZZLL, KW
MICKBREFBY O LidENTHS, OR
WO CHREEZ I H Y, oligoclonal band
DOWMBLTREE, ORBEIICBISEHT RIS 2
T, WRENE BE - KEETOMROBEIEIC
X BT, MEREE - v7 Y AL mE
OB ) ¥/ SERICEF P ER - SRR A O,
SUMOBRBBE T IgCRHRoLE D
5, OMOBCRIERBICHET S EEETH
HRBRBA LRI, FRBERR V= —7 LY
SEBER G EEEGH LR TV, REFBTONL,
Zh O O8NS, NMO OFifEid B iR o
EHALIC L 2 HORBEEZ N T ORFEPE R
bh, THIRRPERZHEL S CMS L3RRS
REZNEREZHD, [HHBLUEETHIC
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BRAFRE, OCB: AUIT/O—+LIXVE, MBP: STV VIR
HiEEQ

Hhb BN REREFRRLTEENHLS
nTE,0,

© 11 AQP4 1 {4 I8 1 NMO/OSMS I D
R |

EEFERIRR A S OSMS F721E MS 0K Z
Wb L2 NMO-1gG/AQP4-Ab iz % H iy
WCEEDOD L ICHEE SN 2000 BEIZOW
THNAHET L, RIFTORFEEEG OBEREK
BB S NS TETWS, 2RRICE
7% AQP4-Ab B HEEIX 27.4% TdH o 7245,
KB - MRREEEL T 5 CMS TRTRTR
HCThHole WEBE LUTRE L, HBERE
oWz =TV ERRPSLEREDOR
Em, ToMOMBERESR, BEAZMA
50 BICIB MBI A SRk h o 720 AQP4-Ab
B C BEH 22 ERPR 1 A% & L7z 569 T,
BHURAD 79 1% LETH Y, BEEHOFE
¥ 5% 47.2+16.3 %, EDSSDFE35136.2+2.1
LB, IR E LTI ER EEHNS <,
MRI TIZHHIZ3IHAL LI RALH
BEFETHHNRTAI% ELEE 5D, K
B - B - IRERTRE D 63%ICFED 2. BED
ROBEZHETHPEHEED Y, EHBRER
B 3.6HE, BREEELIREVANEZLALR
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i3

e
)

=
Hav
s,
i

5

o

72 AV T U—F NNV PRI 10.4%
& o7z (R) o MEHHSIOF R MRI DR
FEWFTRIL, Wz RO e LTETIREWHEE
20, M THL L BT LRICHEEOE
FEDDH o720 BBOREC—HOFITIIEHIE
WHIFIC 72 ) BEEICEM L Tz, KIMRE
BRIFIETHD, BURTEHREDL D 1 BIRSE
BHIL o6, KEEHEICZRZE) RE LR
EEETHHLH o7,

AR 0% 5% §EIC long cord le-
sion(LCL) 2 F 3462 &4 5, LCLEZAT AN
D%HT, AQP4-Ab OBHER) - FEHFI % i
T5HE, BESTIIEEOENE L, KHE
FEL, BREEPSHRTH o7, £ T
7 a—F NN FOBEER DS HURE LG TRy
EED Dol LELEDFS, IhodfFfid

PRI L 7 ) 7ICRHITE 2 D TIR% L,

PURBEME & WO A, HIFIC L) BURMAMET
LTHMMTELRL 2208 H L, 5%
HCEROREAIC & D HUERIBERE LTI
HRoTWhHEEdIZELZON, HEKHT
AQPA-Ab PSEMTH NMO L B OWE %
ETHBTHHI LD S,

B 7 A IRRHEE D & OERI THEFHATRET
Hol 2666 % ATHDBE, HAAEGES
36/266 (13.5%), 9 HAFEH 18 (RMREIRO
A 9B T, BHEREOAE I6ETSEREL
724, 12T AERE L 2BAH o 7o RO
HEHTIE, APURBEEB O 50% 1% 5~6 FDifE
BTHEHMALRETLETAMELDHD Y

Boft, Bl g e i sis 0% % 2 9F
BEMIZEHMEL, ERRAZEFTLHNT,
opitical coherence tomography (OCT) %* i {7
h, FHTHAZEFRESNTVD, T
7+, near infrared light # FIA L T retinal
nerve fiber layer (RNFL) @& & B & UF macu-
lar volume (retinal ganglion cells) % #l & L,
B & R RVWHI T INOD/NRNT A
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AREEE & DICHEL, ERE VBT LED
WELH D 1Y,

B, ¥l AQP4 HLABE NMO D% { @ fl
T, AEBICEAFAVTL PO v S VAR
ERTONTEY, SV AREICHGATRRL
BT MR RESMZ ST, ERodE
PEONLBNALNE, BRFHICRVED
TV P UG, TYFETY vk
EORIEIHH, I FFF v buy, UvFY
TTOHREORAND Y, BRI AL L L6
DWEDN L ENTVDS BB,

RARRAETHI D, BRERVEBETLTI
FERESER LT ZHERAITIE, BB
TEENE & AT L CTHRMEDEBI A A bz &
72, BHEBTERPEEL TWHHPAF IV
TURZva vrv Ak EORBEROBT
&, PURMEAMEKC, BHILT A8 H ol

O NMO-1gG/AQP4-Ab D2

1) AQP4 DOrREE

AQP4 RHPEMZERTOERBKF ¥ AN
FThorI b, AQPAREI I AZHWT
B iR IE O BYRE I R 123 AQP4 O BERE AR &
NTwb, AQPA/ v 777 b AT, T
AHADBER A ) 7 LF ¥ 2 VBB RITT
L LSHLMIERTWEHOD, HiLo
REEEZESY, FTAEHEREICLE
FEEBHETELRVWEENDG, LELEFDL, &
M7k HB 3R 1B 1€ 7V T cytotoxic edema % 4E
Ladsds, BER<YACRL/ vy 7T )
< A TN OREHI R S WEFESE
HB¥2, —%, ALBYHBEIC L % vasogenic
edema # BAESEZ L, WMBPEISBEELLAK
PEMAE AR DR TIC X 2 IRBNHE L 2 b 2O
EIHBILL o TRFHEDORE LA,
AQP4 idfiE L OMECEEREERZH- T
V5B ZEARE N 97, AQP4 DHEREE IRIE
CISLTCHESTAZEEAIBLT, AQP4TF Y
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ANOHEEIZOVWTOHEDHEATEY, ¥
ST IE D IR R AT AR 2 I RS H D WO
HEINLHFEF DT b,
2) AQP4-Ab [H:# NMO/OSMS 2B} 5
AQP4-Ab DIFEEN B
NMO/OSMS 125\ Ti&, NMO-IgG/AQP4 -~
Ab ORER LUK, AHOMBETHLTELLL)
12, AQP4~ Ab A5 NMO/OSMS D3RR IZ iR
b oTWwb I EDBEIENRENT NS,
LA L2edhts, £ RFEEISHEMRDOK
F v A VERREICEE A RITL, DWW TR
B - BHEE LD L OEBENEIIE SV,
IHET, AQP4-Ab DHEMERLY XHT

LHIREZZ b TW5 I,

@ AQP4-Ab i, NMO/OSMS Di5E! T 1Y
POBEEICREBEINS

@ Pl & 7% QREIME) AT L TR T 5
b AW A

@ PR BRET 5 MRk B E K
ETAHEBENE L ENB

@ HREEMIZ, DEORYKRET, WIS
PRETIEBETY AQP4PLTIZHEL
f‘l‘%) 18)

® AQP4 DFEBIH L VER AL & HEIF IR A
—%¥5

® AQPA-Ab OHRIEZ T T ) VBT F 4 T,
Gl B ERTH D, FHEEMICKERET
BExhD, faErya 7Y v BIOEEL
WEOUETHIMRLHBETES

@ Hifkid AQPA DMIRAM F AL VICHEET S
LEZ LN, M- MEPOFEIFEL
RETVnEEZLRD

BAR T AQP4 BIIMMLIC AQP4-Ab L H
HEREB &S L, AQP4 7% degradation %
ZF, MEESEESNE Y
REODMRAFERIN TV, REREICE

75 AQPA-Ab DERIZOWVWTIE, FHEE

B R ENTWRVnb 00, L% <

- 796 -

Vol. 51. No. 4. 2008.

OB IEIAPUEIHREISEL hdbo T3 2
ERRBTIHHOTHY, EEE FEEROK
BTt AQP4-Ab 2T OB EF VOE
PR LIEOERL L EINTHWEI RS,
SWHFDEMPHE MR B EFFESI A,
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TR EDA DR EERRIPRT
AT BEIE B

(BURRIRKEIRAET 73 v 7 7 20— S FFERELEHIR)

sB{PEN
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BETOZMIVELEE A
(R#HFE={IE215] HoWIT [FH2E] LUE. BaH-

. EEHOROBHDOMIC
SO AT (0 TR
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YW Est (optical coherence tomography) ¥
ZIENERH LI HT

MR R
EB EF] };&: ?A***h

Key Words : optical coherence tomography, retinal nerve fiber layer,
multiple sclerosis, neuromyelitis optica, CIS

=S V)l

YT iSRS ET (optical coherence tomography
OCT) IRV IR B T B I REIE* Fv,
BFEBEY - LIk THRE0EVEEHLT
5 Z L CIREOWIREE % Wifgfb T 5 EiEE <,
EORDYIIHETFE-TWDEFERDHN, R
HAZIGEFERE L EB L T3 L vbiuay,
19904480 ST ASES L, BB 3T
FCHEIL L 722, OCTIE, EICHREME TIIERA
BEOBUTICRIB SN D Z LB v, 200748 F
LI, [H% s 23 B (multiple sclero-
sis | MS) OB PEHIIEFHR I >0H 5.

MSOHf7eClE, AHEIMS (classic MS ; CMS)
PATCh {, Rolt, WT o 7R AR R E
PEAE TR 495 (neuromyelitis optica | NMO) OHF
FEHEEACH B AW W OB & B
OCT# A L7z NMOWIEFEIICZHEIZE VT
Eds, FPREL IARALE T SRR ®
o THARANZWOERMAREL, £0LT
MS/NMOBEHE~DEHIZ OV THRET L TWAD
T, FOHEBRMBICOVTHET 5.

A&

227 5 59 DRRPIRE 7 E DERBHER D Y
FRICEBToMMELERAGSR L L, £
MO 2T o7, 2255298 D114, 3005
30 FE THDI0%, 400549 F TD114%, 50~
59 FETD 6%, AAl38HATHA.

TOPCON#:44?3D OCT-1000% vy, LIEB
& P B [ Oretinal nerve fiber layer (RNFL)
OESZERMIZIEL:. B H5BER
CFhuE, L 2 THIEILTTRETH 5.
TOPCON# M B CcId, FLEEE EE 2RO L
L7:#NZENOWRKEFEENF 8 IFTDOL Y & —I2
FHhRTVEOT, FAORT 4 BIRFEL T,
1 A 721 32(HDORNFLOIE & O3fEAH S 7z,
1 1220 R O GIROFLE (disc 1 d) &
#HHE (macula . m) 2L & L7z&22 55D
5%E MR ERL-DDTHA, 7 i—%Fk
RLUARREEEONABEOELBILET AHIE
AThb., FNFNLE DD ¥ —|3H% (inner |
i) &4 M (outer © o) THTH#, E(superior :s),
T (inferior . i), #:{8 (nose . n), {ETEIRM

* Application of optical coherence tomography to multiple sclerosis. (Accepted February 16, 2009).
++ Masami TANAKA, M.D., Satoshi TOMITA, M.D., Masayuki TAHARA, M.D. & Masaru MASTUI, M.D.: [H37#%
AT STREMSY » ¥ — (3616-8255 FLHPRT SR T 43 U 15{& 35 7 1L T 8) ; Department of Neurology,

National Utano Hospital, Kyoto 616-8255, Japan.

#4+ Keiko TANAKA, M.D..3#i8 KZMATFERTHIE A #2325 ; Department of Neurology, Brain Research Insti-

tute, Niigata University, Niigata, Japan.
Y3 EIRERRFMENR
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Temporal

1 20AERAZETORELER (D CER(T AROE 72— Zh £ h TORNFLO
E& (W OBEREATOAHD 5 %E(ERETR)
15— FRLCHGREEEOHAEOSLIETLAENTSH 5.

(temporal . ) 1257, TN HOHMAEDLET,
HERFLBEE MG LT ERdisE V) LY 1l r ¥ —
FRBL.

ZREANOEE TRMEIZSBEERREL»S
5%METEEL, N LRNFLOESOET Y
OHBERE T kO, EAE L2058 & 508K
DHRMEIZDOWTIE, Mann-Whitney® U 58
THRET L7,

MBEEkEROMS®, clinically isolated syndrome”
(CIS), NMO¥*, NMO spectrum® DL Eiy 7z B
TR S,

B R

{EEE AS8B DIALFN S %EEFE1IIRT. M
BB RBEIRLALHO O NG o 72D,
SRBEFERNOEETREL EFORMEE =
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i v DAl

F7z, WHORA, RKE, RoERLL,
EREOMBELTRO-DIBERE p EE RO/
B, LA DO THEES & ORRITMEIC &
DEL > TOWHEBEZSH 2 OOEEIE o
7z,

B 512, 205K L0 L TOEEMEHIZ &
BEBELEMICHE L72A%, Rmoté LditT50
A CHEICHIE TIIE L (p=0.0441), BET
1378 ¢ (p=0.0441) % o T 7288, MO TIL

BB A Do 72 (p=0.08532 50.7504) .

1 OFEMLHN S %EH S, FLEEFO LT (dis,
dii) & &4 (din) D& 7 ¥ — THOF HIE W E]T
DD LN DY, 50 DdisE di TOEAZEI
FHE TR L (FNFIp=0.1649, p=1.0000),
din TI3208818 L 30 & THELRELRE (T



70 404

MIENH B0 £45

£ 1 20\{Cr 560N E TOBHOBRARELMDRNFLOE & 0 5 % (W) 18 (EETIR)

Decade of life| Rdis Rdin Rdii Rdit Rdos Rdon Rdoi Rdot Rmis Rmin Rmii Rmit Rmos Rmon Rmoi Rmot

Third 715 8 68 575 66
Fourth 70 777 73
Fifth 63 715 69.5 555 62.5 45

Sixth 70.8 74 66

515 59 578 56

49 575 45 31 35 28 24 40 45 38 26
63 732 538 59.2 434 31

328 28 28 38 434 364 258

66 435 28 33 28 26 38 45 36,5 28
46 29.8 32.8

31 288 398 46 42 31

Decade of life| Ldis Ldin Ldii Ldit Ldos Ldon Ldoi Ldot Lmis Lmin Lmii Lmit Lmos Lmon Lmoi Lmot

Third 64.5
Fourth 59.2
Fifth 54
Sixth 57.8

61 69.5

55.5 645 61

66 625 42 59
61.1 74.8 59.2 644 46.8 583 412 31
54 365 575 45
478 61.8 56.8 56 498 595 46 31

45 315 295 31 31 40 47 40 26

28 294 29 364 468 38 258
295 275 295 35 40 42 38 28
288 31 288 428 46 39 288

ELERIPEOSLIE) & #H3m) BB EME% O &7 0 12531,

BT TRRLL.

EhENE L) TG, £M(n), WEE

T2 4 GIOBERRESH

Patient 1 Patient 2 Patient 3 Patient 4
Sex F F F F
Age 32 29 30 47
Duration from onset 1lyr 2 mo 4yr 12 mo
Clinical type classic MS CIS NMO NMO spectrum
OCB in CSF + - - -
LCL - - + +
Anti-AQP4 - ND + +
Symptomatic lesions OBS OB OCBS S
Visual acuity 1.0/1.5 1.2/1.2 0.3/fm. 1.2/71.2
CFF 37~38/36~37 | 48~50/48~50 31~34/imp 32/33/37~38
EDSS 3.5 1.5 2.5 except for visual 1.5

function

F : female, MS : multiple sclerosis, CIS : clinically isolated syndrome, NMO : neuromyelitis
optica, OCB : oligoclonal IgG bands, CSF : cerebrospinal fluid, LCL : centrally located long spinal
cord lesion, AQP : aquaporin, ND : not done, OCBS : oclular, cerebral, brainstem, spinal lesions,

CFF : critical flicker frequency, EDSS : Kurtzke’s EDSS (expected disability status scale).

Np=0.0007, p=0.0064) 752 & L7z, 408
L50B M TdinO G EIE B o 12 (FRENp=
0.6917, p=0.0973)..

E Al

FNEFNORBOREFCOWTIRITT 5.
FIEFIOHMETR 2 IIRT. OCTOHFELXRL
7:3R 3 TUHBERNIATE L7, BEASERT
D5 %HELVIERNAEMARKFETEL TS,

FEG 1 325%, fotk. 19974 3 HICAERE SR
TTRELE. FORITEAOHEENH Y, HH
HWEE T ABMBAELTWA, MMRITIZ, WE
BRRENSBERELTWA, #Abd0L7Y v
#—{E(CFF) ETIX L Twiwd, HEFEE
FLOPL00EES I RIE CHREIIAH T H 2 A5

EBEE L TWT, OCTTAS ERNFLOHEA L
TWwatr ¥ —2Hib, BRMCITHEMER
DEEFED e WEET b IEHELATBE LD (R I).

fEBI 2 : 29%%, ZciE. 200848 3 B1SHIIZKEIR
B, ROWTEHEDKRTCHREL, EHRI/HEL
7. BEMRITIY, KBMAEICEYE - AESERME
&, 9L EOT2EETHE, 1 WTDELH
EHEH Y, Dawson’s finger¥ BEbE L WEHN S
MHENBEBEREVBERD - T, BRI
HEEAAOEL T METHLE L2 STRBE
FEH oMz, bTr1EOYY—FT, P100
#7796.0/105.3 & IEH TH o 7247, KEER
ZIL T, RNFLOFHITHE 2o T AEAL
WD LT,

FE 3 304%, ok, 20044 5 A IR TF
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%3 4BITORNFLOBE (WDEED

Patient 1 | Patient 2 | Patient 3 | Patient 4
Rdis 42 80 49 59
Rdin 84 119 59 91
Rdii 66 87 38 70
Rdit 31 59 49 35
Rdos 56 66 52 56
Rdon 45 45 77 98
Rdoi 49 59 77 66
Rdot 28 49 52 31
Rmis 42 31 42 ND
Rmin 49 38 31 ND
Rmii 38 35 42 ND
Rmit 45 31 45 ND
Rmos 38 42 38 ND
Rmon 35 52 49 ND
Rmoi 35 45 45 ND
Rmot 38 28 42 ND
Ldis 73 84 42 70
Ldin 70 94 42 98
Ldii 66 80 63 70
Ldit 52 73 63 84
Ldos 59 66 45 59
Ldon 63 42 42 52
Ldoi 63 52 38 70
Ldot 35 52 42 42
Lmis 31 35 42 ND
Lmin 31 35 49 ND
Lmii 31 31 42 ND
Lmit 28 38 45 ND
Lmos 31 42 42 ND
Lmon 35 56 42 ND
Lmoi 35 42 35 ND
Lmot 31 28 38 ND

KEZFEEHBBCORBEADS % FTRELTICHE
{lro>TWwsBIZ E%RT. ND . notdone.

fE L, DEIORIDLEESL Tnh. Ak
1, ERMERE 2ERS L #HIEE
WASHYHBITIITRECH A, B, CFFE Wi
EAEEINTVWDY, & OCEBRALDEK
T LTWAEEICIESIIIRNFLIZE > T 5,

FEB] 4 0 AT, ik, 20074 1 HIZHEWMESE
BT RE. AR OEE T2V, BHIRIE
FHCH o I EHEOERE AL, CFFH
KT LA T4 B, 7EIRT 18T, RNFL
DL o Tz,

£ ¥

OCTIHFHENSH 2 SITHIH S LT E =75,
2005%E LR, Z2EICMSTOHEENL L o T

70 1405

B, FOb ok b REREHIE, OCTIZLHHE
E SN ARNFLAHEMEOEELFHETE A2 L
WhohoTELPLTHL, bTh 1BIOEM
EETHRNFLAEL 2 500A TR, R
KOBED 5B E T b subclinical 2 /FE 2 R H
TE LW, F7:, MRITEHE L - SR
RNFLOE AT 5 Z &2, EiFdmEo
WEICIADLOTHAZENRIESIATE Y,
RNFLIZBEERR LA T 59, REGICIEHEREE
fREHRRMS) & b & " RMEETEI(SPMS) TL Y
E > THhw, FUETHTS, —JGETH
(PPMS) £SPMS & TIIRNFLOEE /Sy — 2 HF
BhoTwhNT, METHEFEH IO LAD
BEVWITRE SN TS,

SEOKETE, L 2R8I hwE
Ex NI, BEAOGERNO—ETS%
FTHRAEASE-> T T, BEPHEE LK
HTIEEREFEE L L.

CMSTHNMO T b RMFIIHE SN LD
BWERLTH DA%, CMSDOIER] 1 2 CISOFES]
2, BHR L OBEE D 22 VWNMO spectrum & & 2
LNHEHEDADEN 3 T, HERIETHFHE
FRAIZEDONZWIZO b 5T, OCTTH
% ERNFLASHE 2o TV A 2 &3, subclinical
ICHEMBENEEIET L TWAEIEERLTE
Y, fERoOHmEY LFE L%\, Centrally located
long spinal cord lesion (LCL) #5880 b, $TAQP4
HADHBEClEd o 7288, 1RIOADTE Y —F
T, BEMENMO L ZBHT& L WER 4 T,
CFFPMET L CW /- A B CRENLOEFE AL h 58
#=C, LAERAEOBEELIMERL T ih ot
WKhphboT 5 AR EELIROLNLZ
LiE, NMODOBEIZOCTHERTH AL Z & %R
WL Twa, BHEEOEFIINMOO#EY 4 B%
R RS T A EERERETH 21998, LT
FEREL, MEMR,S MBI LENMOEER S
NDHER 3 TIULFICRNFLORE D 17,
Classic MSIZH LSESEIRZED BV DNMO T,
X W RNFLOEEFHILOWEEMENDH 517,

#® =

T #B T (OCT) % Fv» Tretinal nerve fiber
Jayer (RNFL)DE S ##ll5E L, 1ZUHTHERAE
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BAEZMBIIZOBEIZ LA EEETY RO,
o #7258 R L E (CMS) R clinically isolated
syndrome (CIS), #HM#EHEFi% (NMO) 2NMO
spectrumD BN DWW TIEEfE & B L7z, CIS
RNMO spectrum T OIS & L CHEFTE
BT TR, REEIREL CHMEEEL%E
BWIZHIETELDT, MSIGETEEIC > T
W AEEBBRANOTFHHMEEFERNICGHETE
B ENHIFEINS.
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< Abstract>

Application of optical cohrence tomography to
multiple sclerosis.
by
Masami TANAKA, M.D., Satoshi TOMITA, M.D.,
Masayuki TAHARA, M.D., Masaru MATSUI, M.D.
& *Keiko TANAKA, M.D.
from

Department of Neurology, Utano National Hospital,
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University, Niigata, Japan.

Optic neuritis (ON), a common manifestation of mul-
tiple sclerosis(MS) or neuromyelitic optica(NMO),
develops during the course of these disorders. Optical
coherence tomography (OCT) is a noninvasive, accu-
rate, and reproducible technique that quantitates the
thickness of retinal nerve fiber layer (RNFL), unmyeli-
nated axons of retinal ganglion cells, giving a measure
of axonal loss of optic nerve. Reduced thickness of RNFL
was found in MS patients with single episode of ON or

even in patients without history of ON.

70 0407

We reported that RNFL thickness was reduced o pa-
tients with typical cases with classic MS, chnically iso-
lated syndrome (CIS), or NMO spectrum without re-
duced visual acuity using 3D OCT-1000(TOPCON). As
a control, 38 Japanese healthy women showed normal
range of RNFL and no age-related decreases in RNIL
thickness were seen. A patient with NMO showed more
severe loss of RNFL thickness than a patient with clas-
sic MS. A patient with myelitis having centrally located
long spinal cord lesion and anti-aquaporin4 antibody
(NMO spetrum), showed decreased critical flicker fre-
quency and reduced RNFL thickness. OCT seems to
be a convenient method to measure neurodegeneration

of optic nerve.
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Anti-Aquaporin 4 Antibodies in Neuromyelitis Optica

Keiko Tanaka

Department of Neurology, Kanazawa Medical University

FLoHIC

Neuromyelitis optica (NMO)-IgG ./ Hiaqua-
porin-4 Jifk (AQP4-Ab) % R R BW ~ — 7 —
L BT o 7R v ABKB M R E R
R(LUTHEEL, NMOLHT2)IX, BED
HEaRERb JOBFBICSHARD EIZRSIA
MNEFEEREEEL, BREE B VHEE
FTHARDO—RTH D12,

RHPURIZ I E TORMA S, NMO DERIR
RN B A E T AN RENICRIb SIS
EEZLNh, [UHERA»OBMEE RS, b
ENMO DR A H T HEERID 70 ~80 %I A
PARPBHETH D, W TROLZHEENY 4
AL, BEEHmAPPENI L, KT -
FHERSSE THREE GV &, ER
OFEEMERLEROLRIZIEST U CTHUEAMi 234
By alEREHE T3 ERAS 1 ITk -7z,

FPEBSENIL, ¥ = — 2V VERRSE
By st —F2EED2EMACRE
EEREAHTH2HENR, BRLLAIER
BALEYOHRSHIETERAELL LT

Zk, BREYMICA VA4 —-T 20y X— a7
W THh DAL, HMALREMLIE (classi-
cal form of multiple sclerosis | CMS) & i,
FRIRIS - 22 AR - BRI R - BRI
MR REDZEH 6, CMSEILRIENIC
Ri3—HLEALoN, NMO-IgG/AQP4-
AbDOKRFEIIBD TEETH 3.

NMO-IgG .~ AQP4-Ab

20044, KE® Lennon 5 1 NMO £ 1fi
EHIZ, ¥ MKBE- /KO pia, subpia, Vir-
chow-Robin space, microvessel wall iz~ C
K 3 IgGHifk (NMO-1gG) B EET 5 2
EERRL, HilkiZNMO D 44515 33651 (73 %)
RSN, CMSRZ DD KAEMREA
THEED LW &, 5, KHEERIEINMO IR
ZENTH O, BWHMEOS K TH S Z
E&RLY, 20054E121, NMO-IgG &R
T AP L aquaporin 4K F v+ A LEQ
(AQP4) TH B Z L WmEhizy,

FEEHLLHI, S, FHikL M hflo
IfiL 7 % AV 7= SRR (L 22 T NMO-1gG & [F]

PIRIEERSESE | HHET 79200293 HNIEMCALERAEFT AZ1 T H 18 SRERAFRE R AR

(PRAEPIREF)
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B 2 — v ERTHHEREL T
728, ﬁ%@%%&@kﬁ@h%% BN
B A6 AZT A 7010, 20065412 NMO-
IgG / AQP4-AbDRRHREREE L, ik, R
AR L RUMILEE BT SN T E 2K
& FEPEALRED ZEHNZ DT, Hifkazlh
T TE&RY,

1) NMO-IgG

Ty by ZADOKM - /MG - FEE A SR
BRELTELZ )X REy MIFARWT,
REMBEL RS EE, BERE T L7
Hiv b lgG# TRk L LT, MEEEDEHIE
Bz & B R E T o, NMOBE
M%Ti,@&ﬁﬁwwﬁbiﬁ$m&%ﬁ
IZWH - TRIET 2584 — VAR oh,
®N5*V%%?%MW%NMOQG&%¢
5,

2) AQP4-Ab
AQP4-ALDOKMIL, KOFIETHF »7. ¥
bd, t b TA4 T3 —-EHNWT

NMO-IgG

1 NMO-IgG & AQP4-Ab

AQP4%Eru—=rv L, & |fbtotal RNAH»
LRT-PCRIZE D72 7RY V4DEREDNA
AEBLL  RBINY & —IZ#lB5A A T, human
embryonic kidney (HEK) #iifa!Z transfect L
TRBEXYE, BEOFE D EE T, 40L&
FEINLLEME FgGE RPifkE L7
RIEREEIT -T2,

AQPAHEBMEDIE L A L ORIT, R
AL T & NMO-IgG D Yuta s 5 — v & —E
T35 LEMRL TS (RN,

%77, AQP4-Abid, ZDIE L A EMIgGl
BT 5B TS. IgGLYy T 7 AH
REABEE AT B Z &2 6, NMOEFDE
MR E LTHE ST TS, RIZEEAKD
T &S MEREOIRE, B bikomsE
BE, WESAEL CEREEEEC S EE
A BN BAREDIRERUASAPUE DR G % X
By amR e LTHFEL B,

Bl — B OIS & B & THUARM & Hid
3L, MyEOIE S HH7400-500 65 i 28 E,

AQP4-Ab

E) 99 bOKMZYAZZy MIFICNMOBENREZ2 KBS H, #EEREI~NLL

7k FlgG THREI LD, IR,
) t FAQPASECDNAAMAAAR 75 X 3 R 4 —%, HEK 2933l

INIERFBEAREI N TS,

FF YR

7x2 b L, NMOBEMHE# RIS &, BEERINLOHiL FgGEAWTHESE

2t 0, MlEORMmMISR BB INS.
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ZOBBRIBERETIZIT-ETHBI LD,
5, BERAPOPUEIZIMIES 6 DFAILE B &
Eioh, MAELEDOBIIRMY VISR TH
5&ELIO6NB.

NMO-IgG .~ AQP4-Ab B2t B D458

RIEZOBEFREANT, 20006ILL ok
FIZOWTHEIPET L, BRI TORPEE
HEIOBEKROFFEAI S Mk -7, e
#* & optic spinal MS(OSMS) £ 7213 MSD
Ko & LichikREL KB 2FlT
O, BT o 7R VARG ERIZRN30% T
boteh, K- PEREE E L T 5 CMS
TRIRTEETH -7, HHEE LUTHRETL
7=, FRRGERE 3 kv Sjogren FERHE P
SLE & & OBER TIEBMFIZR S hikr» -
7.

7o 7R Y VARSI TR L ERIR
WA/ 5 N5700ITIE, BEHEEFID80% A%
MTHD, BIESKHOFEN47H, EDSSD
P62 Lm<, MIRHME LT3R
LEREN L <, MRITIXEREIZ3HALL LiC
b7z B Rk kFHE% long cord lesion (LCL) #F
THERT5%EEHE LD, K- I
I - REIRE L 63%IED . BEOHRD
EELETIHBNFES 0, FHRFREK
g36lL, BREELSVWHLRELRGH
foo AT u—F Y FEEEIZ10%
L 5T,

PUEBHFIOBFR-MRIO RN R, K
Bkl LTETICEBORE LY, Ml
TR EHREPOBISREOTELH 5.
f 7, BEHOBEWLW—HOHTCREHESR VG
IO EBICERL TS, KERER
BAThy, BIRTERED S 0 EIRLEASH
Moo, KIMEBEICERE D K& DRE
2HTLHE AL NI,

F7-, —HOFIT, R L PURMOHERS &
RETLAEZ 5, HROFEHELWTLTH

KfioEFN RNz, £/, RHLRTRE
KBRELTWBHRAFLT L F=V Y
2SI AR EOWBBROBITIE, Pkl
K<, BT 2555,

EROE TiE, NMO-1gG,~ AQP4-Ab k&
NMOD % < DT, BHBICIAFLT L
Fmvar L 2gERfTbhTih, /5L
A BB IR DA B 25 C 1 i A AR iR vk
MA SN T, FEROEFELE S h 3 HOHE
BEINTVWDS, BETHIZEDEDOTLF
SRS ICMA, TYFA T v EED
RIEHIHRAE, I+FYv oy, VYRV
THEEORAN B D, RIFEFRE L 350
WMENDH 569,

EEEEEROIRER 2 5 AQP4-AbBRED /-
BDIZHFE O N BHREMRSIEFIZDONWT,
HETREES o 226602 RT A B &, HiARG
M1 36/266(13.5%) » ~7=. 5 BHIFEIL18
il (R AR D A 961) T, HEBLEDOARE
165 T5EIRE L =61, 1248 C4BIREL 72
BiAid -7z, Matiello 513, NMO-IgGFE#D
RARRIEG % FH8.9FBH L, ZD50%
ME5~6FDIBTHMALZET S L MG L
TW3Y ZDZ Lid, JilkBED KIEHR
FHREEIL, WREOEHETNMOIERT 3
HEMEAEL TSI LItR), BRELR
BB L FHRGREANDORE A LEIZ X
L2 dHIALL,

RARROEREBL2ENHT 3 FRE L
T, 0E, SRR EE RN O
kIEBEAICFE T 5 2 & AT X 5 opitical
coherence tomography (OCT) B3 EfT & h, &
HATHHILARMETIN TS, Thbb,
near infrared light % F| H U C retinal nerve
fiber layer (RNFL) D& & ¥ & U'macular vol-
ume (retinal ganglion cells) ZHlIE L, B 5 A
EEHBRENITEINSEDINT A — 4 =R
RO L LICHEEL, ERE SHEET 3 0o
ERH B0,
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NMO-IgG ./ AQP4-Ab D E

PAQPAH AR R AEDOHRREIZED K 5 12
boTWnanXnELHLATIIRY, T2
7ARY VIZBREIIHO 7 AV 4 A4 THEE
Eh, FIREHRRTREOLE WY T 44 713
1£4ThH 5D, FHIAQPAII MMM TRE R
A%<, sAORE@ES BT ME%
HH, 48K EERL CHIRZBISEYIAE N
HTHEET S, JORISKFFAEEBL D
BHAZDRTERL, Ky TOmAEED
HBADEDY P - LTWBHI~B  AQP4
X ORISR T O glia limitans, 1/ L4
OIS 280, M ERMiIcE Y
BEU L ETT A b uy 4 b DendfeetiZ
U, MM OMRE A HY, ROPREIZE
B3I LAHoN T3, PLAQPATIIARE
HENMO T, Zh6DAQPAHBA L W
A WEDIFRIBA & L, HAEESMEICIRET
LChfkflinR T s2Emrd 52 L,
NMO OFREZNBE T, FHHRZE TAQP4
DILENERERR OGN D Z K EDOHMEY,
5, MAQPAHIENAREDRREIZFE VB DY
NbdIEMNERINE, FEELIL, AQP4
ARE & EEMRE AW T, AQP4ADTF
ETTREBEEY 3 v 7 2MA BRI, Hik
JETETE T I HoREusu e s e o P A~
BENECSZLAMRALL., ZOIEE,
AQPAHIAAAQPAF v A NIZHAL TF v
INBEEAELERBZLERTIENS,
HADRENDOBE2RET5HREEAL S
hi=9, SHIBEOIEETFAOERLE
I DEBOSTHRIDEEELIOSNS.
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HAREICRIS T 29462 F 5 5 LEBIIEEIC
BIFICRICT A —8E &, MiBAR - BRNERIK
WY APETEL, BEEEO—#SDH D,
(F1)
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| A SPECIAL EDITION

#®1 HCOHKEWMEER tyrosine kinase (MuSK)ZX$ 9 B HUfRA W72

wonr irimEEk pryrepp—— ENnb, MuSKiZ ¥ F 7 AERBTE TES M
‘::ﬂ’m — frRons BEREPOSHE SN bagrink HEL, ¥+ 7
subscue sensory neutonopathy A 1% TRAPsyn & AChR Dclustering |2 EE
. o T REEEHOL S5, MuSKHEBRYED
Ma2 PLE seronegative MGMD % { DB Tid £ 7ZHIRAHHH
CY2ICRMP 5 PCD - oplc neurits
aphiphysin_ Siifperon syndrome " SN o TWhWA, IhHDMETHE
MIEZHREITETHEI DL, B
_ AChRIUR L AIBOEFTY + 7 A RELH
o wanag 4 BWHETH DD EELLRTV S,
:ﬁ::(wm, :ni.,,c 2) Lambert-Eaton myasthenic syndrome
voKe po— - (LEMS)
vocc s " LEMSO#350%, Bi/hERERE (small cell
AQH MO lung cancer: SCLC) (ZFlf¥3 % BEIEE M EE
PLE:parancoplastic  limbic nalitis, PCDip . 1B (paraneoplastic neurological syndrome:PNS)
T e e e ™ T ), PBATRERTH 5. MEGE

1. RIS T/ RESRAR

1) EEHENE (Myasthenia Gravis: MG)

HWREGEAN Y F T ABBEMOT £ F L a
1) v &7k (AChR) FHKIC L DEE SR
THELZHDT, HEFELHEIHGNET:
727, MIACRRIERDOEE IRV EER
hxEI %A L, AChREUCHETHIIEL D EE R
AChRYLIKE BRI ATEFE T 5 germinal center
RO LN, WERERIC L 2EROUEIF
bita,

AHAAFIIMCOSDICHHE Y, £
AChR % cross link, & %\ IIWHENEEICZE
KERBESELHEETAETHY, —HIBT
tFNVaY MR EE IOy 27 AH
ERBEEET 5,

PLAChRILIKEEM: D MG i dseronegative MG &
whih, Z0O#30%Zmuscle specific receptor

40 (800) BIO Clinica 24 (9), 2009

oK EEL, ERHBRASHEE, EXRE
BEHICODMBEORBIE ) MEEHENM
(CMAP) 7' TIRENM TH %0 90%LL LD
BLCHP/QBMEMKFEI VY T L F ¥ £
)V : voltage-gated calcium channel :VGCCHifR
MHRERD O L, HLVGCCHIKIXpresynaptic
cholinergic synapse@active zonelZ&& L TT7
FNa) YHEBLER IV LOFAE
HEYT S, LEMSEEDIgGE LIz T R
TEREBENICLEMS & A0 REF B
&N, F7oJERRYIC b presynaptic active zone®)
YR ORFEIEDO NS, /MiPurkinjeffifz 12
bVGCCHHET 5,
3) neuromyotonia

BB #E Ohyperexcitability i & 2 55 O i
ByUHE % £ % cramp fasciculation syndrome®®
neuromyotonia® #J40% \ZFLEMARTFE S VU 7
L F ¥ %V | voltage-gated potassium channel
(VGKO) Lkt & h b, —H#IEPNSTH
0% CIZHCRBRBINEDIT OGNS,
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BRIER R ERBOHDH DY

4) autonomic neuropathy

LEMS<°neuromyotoniaTi¥, LIFLITEE
MEBEERZEH T/, S BEED
autonomic neuropathy ® #940% ! ganglionic
AChRIZH§ BRI RED b h, KHLkZ &
CMiEZ 79 ¥R L THEMEEE 2 £
Lzt ofErH 5,

5) Guillain-Barre syndrome (GBS) /
Miller Fisher syndrome (MFS)

GBS/MFSI3 T 5 » D FATRERAIF E H & &
L2 eHE L, MAEDLE 05 FHRBIER
BEZOLNTEBY, ¥ -T2 &EFTHH
CRSETHRA M 2 5 2 & THEEL
SNh7-BHRA»CEEINIAT Y U F
FHUED, KWHED T v € LRREH TOR
BfigrBEETOy 7, FLQ3HENES,
borwidvruyr— UrHE5T 5 HKKE
HHEEIC LI VOREYE LS5
BAEZLNTWA,

WU F Y FRIMEASOMBIECEE
WHEETAA T4 THEBETH Y, MAast
JEIZRH SN A HHIZERUDGH b, O
BHEEDOBVIZEI DT Y /) F Y FASES
n, AV 7Y+ FHRICIER 2 208 %
RETLEHRLODPDH B, PFLEIZGBSOH
60%I IR T b L sh, MEREN Sy - &
B %k (GM1, GMI1b, GM2, GDla,
GDI1b, GTla, GT1b, GQlb, GalNAc-GDla) #%
BmEhs,

HIGMIFLARIZGBS D #30% T S, &
BEREEEVLOMENRMHMERELEL, &
FEo#gBE* LR T wE &N,
Campylobactor jejuni(C, jejuni)E4A 1T 5
ZEHEV, GDIbHIkE AT HHITIE, Lk
REBELVRITL, EBEERSE, FFICERY
BERESGEC, BEREHFIIIIHE Y

— %2725, HIGQIbHKIZGTIak i D
WK BT A5E, IREHEEICH
59 2%, MESD90%LL LIz R KL B S h
%, GQIbIXBNAERIN, IV, VIOERHEIZE
T 5. GTladlik 2 HT 53561, WIE -
- EREARIOGBS & DBE ARV,

Cytomegalovirus B R A EATT 5356, GM2
B & ’'GalNAc-GD1all LG T % IgMBL ik h i
EEh, BHEBEOBREEELEL 2,
GalNAc-GDla-IgGHifk 2 H T 2541, EH
BUOREMBEREEL 2T 5, —F, HiGDIa
PRI ClejuniD BRI MBREESHEEY B
T5ZEDE L, EBEGDIadEHATREZE I
BUCRETEHMESh TV,

F7-, BEEXNH VY4 Y ISR
Lawboon, H20) YEREOTRMRPLE
BoHr7)4s FERELIEBACKIET
LDPEDPFETHAHELDHY, L EENL
FHETHYZUA Y FEECEBBEICRIGT
DG ENHDUEEDRIN TS,

2. PRIPRER

1) SEEESEHEEIREPNS

a. BIEEAR

PR R DI GIERE A LA ED
TTEL, RIUREUESHIRERELET S
ataxic sensory neuronopathy °LEMS % & ¥
Bo WfET 2HEEIISCLCHR DL, £H
1 WARIE - LB E SR LENRE SR T
W, HEPRE LT, BRI RL S
{, CRMP-5, Ma-2, amphiphysin, VGKC 23}
ThHELHE SN TS,

b. /N ZEMEESY
EMEDO—EREE LTHR LN, SCLC
ZHEVHHuAEA G L VI B ES WIS,
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