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g §&

ZRMEMELAE (multiple sclerosis: MS) & fHAEERZ% (neuromyelitis optica spectrum
disorders: NMOSD) 3, fRENZDIXMERACRERTHS. MSIZI) Y - Y JT7
yFay g NIRRT Mo 2D TAHCHREHRM SN T %, NMOSD 37 2 t o ¥4
FEERIZH BAKF ¥ INLGFFT7 2 7R V4 (aquaporin-4: AQP4) BHEHCHIKETH S. MS
DREIIAKRZERAD & £ 725, NMOSD i3BIERIRIC & 2MENTEMDT X L oy 4 MEFH
FEORETH S, L L AQP4 Hifks, MMEMBIFIEZEATT X bay A D AQPL 73T
ARBITOIBFRIANTHS. MS T, HMEBEBEOCEE ST L L T melanoma cell
adhesion molecule (MCAM) DEAEMIEX 65Ty, MCAM i3, ®FEFTTY V2 —I3—7
7 I —ICB¥ A MifeEE 27 ¢, THiRe MEAEMRROES, T Mo meEsniEicE@s5 L,
MCAM BBt T #ifEid 4 v 2 —va 4 % (interleukin: IL) -17 ZEEA L, IL-17 2360 EAM
DWMEFIERITELELION TS, EEMSOBRBOKEMEPRHHUERE TR
MCAM B¢t T Mifans iy, MS 8570 Td 3 EBRNEHCREMTKERL T MCAM B&
HIL-17 EZE THREOPRMERNOBENXRNENA TS, FAiX, NMOSDIZE W T,
MCAM [ IL-17 B4 T MifaA3, IL-17 %47 L MEKEMEEFL, AQPAHkOBRA%E
L, TORRELTT Aoy 4 FAFEEIS LORBEA 7T, NMOSD HREORZEICH T
% T HifkaE MCAM 5% Gl L ERICRET L 7. xRi%, NMOSD Hi#fl 7 filL,
R BRI 5 FlOFREMA L L=, NMOSD @ 38 W% 1T MCAM FEMEHER DA &,
MCAMB¥ T Milan&EE (MM EEY -0 OMfEE), T#iaho MCAM REHMEO HI4,
MCAM FEMEMEDOH FA BT L7, WESMIZ, BERIZET %, initial lesions (IL), early
active lesions (EA), late active lesions (LA), inactive lesions (IA) IZ4¥HL 7=. MCAM B8
MHAZEKIE, IL/EA @ 86%, LA D 75%, IA M 22% 12388 7-. MCAM BBt T MBSO &K 1
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KU THIlEh D MCAM BBMMIBI D #4113, LA L IAICH L TIL/EA THBEICE » - 7-.
MCAM #RBT5MEDHEE, LA L IAICHLTIL/EA CERICE» 57-. X5121IL/
EAIZBWTMCAMEGM T Mifas MCAM BB HINE L5+ 58 %2B D7~ Zhorb,
NMOSD DR HEMRE Tk T Mg & &I THEM$ 5 MCAM MREBOYRICHZ L E X /-

*—"7—F: iEERE%, 72 7HY V4, melanoma cell adhesion molecule, T HHHS,

interleukin-17

#*

ZRMB(LAE (multiple sclerosis : MS) & fif#
% & B & (neuromyelitis optica spectrum
disorders : NMOSD) 3R & R MAER
HOREKREBTHS V. MSHlaENI Y
veX)IFVFud S P AMEEIhI RN
R B TH S, WEENITIIvIOT7—DL
T Mife 3l 5/ 52—y, RES0T ) v Lk
DRETE8 -V HY, BEROREZHER
RPN E LR T2 LRI Eh TS 2,
RECENBCHES FRBEL2IcEhThX
V. —7, NMOSD i3 #i#ifE & BRI RA Kk KAE
WEEERT3EEBTH 5. WEEMIZ1) KF
YRLBFTHB7 278V 4 (aquaporin-4 :
AQP4) DOFEMDEN LMWK, 2) mMEREOE
MR LE - € 7)) LU EMERTRTOR
EREICRDONZZ LI, GBEEMIC)
NMOSD B# 1% ic AQP4 % 32+ 3 HC Kk
DHBLY, 2) EEREEHMEL AQP4 Hifkfl DO,
3) NMOSD B#HHED AQP4 HitkEBAL 728
Y€ 7 N T NMOSD B DOAIERE BHHRT &
59 ZL»5, NMOSDIZ7 A bu#4 MoK
BL 7= AQP4 2 R BECHF L ¥ 5 BORER
BTHBLEILNTWAS. AQP4 itk L flifkIC
KoTAQPA T A RBLAT A buH A A
HE IR, ERIET 2 bay A FORD
‘EERD, RO EIT) VBE (BiRE) &
RIGELGIXZEIT Y. 2D NMOSD 27
A baHq boSF-LRREh, —RINCBHREE S
ERITAVITFT Fuy A b3F—TH5 MS
LI3RLEAERBE L TREBEINh T3S,

LA L, AQP4 Ptk M AKEEFT (blood-brain
barrier: BBB) &35/ 7—%# A 2B I3 ARFH

TdH 5. EFENMOSD Tit, 104, AQP4
HEBMEPICHFET S ICEEDETRIEL K0
G, B o F v ERERIEDSET L LB
REGIS RME IR TS, ZOEEIZ, Bk
EHRRREDSN TEE X N7 AQP4 Hifkss,
WHEONIZHA T A by 4 MCRBEL /-
AQPAZFIZT 27 ¥ 2§ 57-2%I2, BBB##@x
BATyTHBBETHEILERERTS. ZDA
7 v T3, AQP4 Hitk L MU D [RAMDR
BRT] PEELTHWBEBEIR TS,

MS Ti¥, T #iflaziitbLL7=) /384 BBB
FHATRERICBETI AT SIS, fEsus
VY RA=3=77 ) —ICB TNl E S FTHS
melanoma cell adhesion molecule (MCAM) &4V
#—a4 %Y (interleukin; IL) -17 SEBE L& H %
RETEEILNIICLHTNS. MCAM X, VYV
NEROWEEEFEL, NENEMRETADOD
VU EREELY X512, MEAKRMED
MCAM & 19, LIIHEEERDTI= VLR
AL, VyROMBNRELERET 2 L BEX
hTnwa 1), £ MS Tid, BREOKERE
PHEBREOME R TIZ, MCAM 2&ERBL
7-CD4 & L3 CD8 5t T Mifadygin % 52,
HERZE DOIMENEMETE MCAM DORBR1H
MUTW3 1213 x5 CD4 ¥ T #ifE (Tul7
M) v b RKIE Bl Bask hCMEC/D3 #ifa
NDOEEE, HUMCAM fitkcHiflcE s 4. Z
NhoDHEN2S, MS TDBBB 28X 721 V3%
BEIC MCAM 3B b > T3 LeEL 53,

—7%, BBB #E 3R T & LTIL-17 &
BEhTwa, IL-171, AT 4 V%2IICH
LLZBBBDAA VN Or v oy a v FEBE
LY, mENERME»sDrEHNA Y CCL2 %
ki &, CD4REMEY v/ 3Bk % MAE S ~\itEE &
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HBERIEMTA ALV THB9. IL-17 2%
£33 vsERIZiE, Tal7 HifE, CD8 RGN T M
fa (Tcl7 #ifa), 3RIERY Y SEREENRH 3.
Zho IL-17 A Y v/ 3Ekid MCAM % &< R
THZLERHSL ATV B 2BID MS T,
MCAM BRHED THRROESABEEh T3
ZeH»6, MCAM #RB§5 IL-17 EAY V8
BRAS, MGIE A MIRLD MCAM &4 LEEN
IZBITL, ZTOBTEATSIL-17 2/ L TR
BEEHRT S LHEEENS. ZOkRkE MCAM &
IL-17 DHCRENRBADOEE X, MS T
Bal, EEHIYvF18) R—Fry MK, Hu
3,{ K=z 19), &ﬁtl&ﬂ%ﬁ% 19) 20)’ %ﬁ 21) %(;
Chel-2aHacR@RBIcknd, B
EhTWn3,

Zhon®HEE» 6, FAik, [NMOSD T &,
MCAM %2 ERBE L 7= IL-17 L) V3B, V)
YISO MENEMEREAND T — ) v 7 & {2
L, MEARMAED MCAM L#ERT 5 LT,
BBB %% Dl X PIXMBEANEEL, ZDHT
IL-17 #4345 Z & TBBB %###3 5. BBB
DBRIZK D, AQP4 Hilk A ikEiED st 5 6 N
ARAL, Mtk dic7 2 by MEEER
BL WEAERT 5] LS RERS %L T
AKMATIE, ZThE%HS5»ICT5HBT,
NMOSD WZEIZT, ¢ THilak kO MmBENE
MifED MCAM RIRIZ DWW TRIZGHBR L Z 0 x4
HEMT 7.

HNREFE

R

PR AEIIT 2T R B 53 BF 12 51 T NMOSD
LERRREZNICZE S - BB 76l (F1)
DEHEZBRIF L. ZD>5 50D 3% TMCAM D
FEA & BRAT L 7=, JREEZRYIZI3 pattern-specific
loss of AQP4 immunoreactivity & & EFHDEME
{LHifARIEE 2 2B, BRIICIIHERERD
JFUEMA*ELEGBHTHS. EENHBEL
T, FEPWRERBOHBEIS Bl (76 EBM :
Lambert-Eaton JEfZ#, 80 M BN : ML HIM,
66 51 B AREMEBLREYE B RARR%K, 49
WM IANF—, ATEEN  HREED X
b7 4 =) BRRETL 7.

biboacaip) o

fRTHONE-EMESL ALY VEE, /3
74 vaEETOY 6, dum BEOYIF % /ER
L 7z. hematoxylin and eosin (HE) €& % 17\,
BRER, v uT7 77—, HEIK, 7Y UL
M DFEEMERL 7=,

REEBILES LU RERL_ELE
HROUIFIZOWT, R2ICEEBL =—&bitk
BV REMEMALS I Vectastain ABC kit
(Vector Laboratories, USA) i2& % ABC %%
721X Histofine Simple Stain MAX-PO kit

&1 NMOSD ## DGR R

KB HERI RIEF# TR R BIRREF RO
(%) (=) Ty — K (E)
1 B 77 77 1
2 = 64 67 2
3 B 21 26.2 47 21
4 B 39 40. 1 79 3
5 =k 56 64 3
6 B 40 12.0 52 4
7 B 80 80 1

N.A.: not assessed.
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F2 FEEBLETHEAL Rk

— Rl sa—yv FRER V=R
AQP4 ¥y b, RYV7u—F 1:1000 Chemicon, USA
GFAP FJEy b, RYZu—F 1:1500 Dako, Denmark
CNPase ~UR, ®/) 78—} (11-5B) 1:1000 Sigma, USA
MBP FEvy b, RV IZu—F 1:200 Dako, Denmark
NF < UR, £/ Z7u—7})L (SMI31) 1:1000 Sternberger
Monoclonals, USA
C9neo <UR, &/ 7ua—F}) (B7) 1:200 Dr. Paul Morgan,
Cardiff, UK
Iba-1 ¥y b, RKYVZ7u—F 1:2000 Wako, Japan
CD3 Zv b, ®/27v—F)L (CD3-12) 1:500 AbD Serotec, UK
CD4 ~UR, ®/)78a—F) (4B12) 1:100 Dako, Denmark
CD8 < U R, ¥/ 7 u—},L (C8/144B) 1:50 Dako, Denmark
CD20 ~DX, ®/)7u—))L (L26) FIREHE Dako, Denmark
MCAM J¥v bk, £/ Z78v—F)L (EPR3208) 1:250 Abcam, UK

AQP4: aquaporin-4, GFAP: glial fibrillary acidic protein, CNPase: 2’, 3'-Cyclic-nucleotide 3’-
phosphodiesterase, MBP: myelin basic protein, NF: neurofilament, MCAM: melanoma cell adhesion

molecule.

(Nichirei, Japan) IC& B3RV > —E T,
diaminobenzidine TRE&L . HEHE _FY
BTIL, BE# D Z L < TSA Plus Fluorescein
System (Perkin Elmer Life Sciences, USA) I1Z&
-T MCAM #% Fluorescein TIEFEL 7- 22, ZD 14,
Pt CD3 Hifk L Alexa Fluor 555 goat anti-rat IgG
i & (Thermo Fisher Scientific, USA; 1:200)
ML, CD3 #% Alexa Fluor 555 THZ# L 7=.
1% % 4, 6-diamidino-2-phenylindole (DAPI) T
ERL-, REAEGERRICEL - EEREM
# (LSM710; Carl Zeiss Co., Ltd.) ZHW 7=,

EERER

NMOSD D H W ZE % AQP4, &M AL#i &
C9neo, glial fibrillary acidic protein (GFAP), 2’,
3’-Cyclic-nucleotide 3’-phosphodiesterase
(CNPase), myelin basic protein (MBP) D%
MIREALZ¥ & HE $4@IC & - T initial lesions (IL),
early active lesions (EA), late active lesions

(LA), inactive lesions (IA) IZ 3 L 7= 224,
i CD3 Hifk, #iCD4 #itk, #iCD8#Hifk, #i
CD20 Hifkic &k 3 EMMILFEU R ITH T,
CD3 Rtk T #Mifls, CD4 B3 T M, CDS8 k&%
T ik, CD20 M BMiflezEEL =, & 5612,
NMOSD ® 3 (1 DEFI1, 2, 3) ki3
HREMEM10 70 9 2725 IL F 7213 EA, LA,
IA#ZhZh 78, 8fl, 23@EMML, EXEN
HMTiI5M»oBMEAL 7oy 2 2L,
PLMCAM #ith 12 & 3 REMMBIL % 2 1T,
MCAM BE¥ B3Ik % FE L 7=, $i MCAM fitk &
P CD3 Hifkic &k 2 s —EREY ISV
T, MCAM G T#ifa % EE L 7=, x4 20 £§
VY XARBWT, IL/EA, LA, IATZhZh
15 \HOERE 5V £ LI L. MCAM BB
HTHROEBEE (MMEM4Y -0 oK% (/
mm?)), T HIfICZ351F 5 MCAM BB T Mo &l
A%¥2 57 TmRL7. MCAMEBHEMEIZEIL
Tit, MCAM THEL-TIFICHEWT, BRBICk
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STIEZFEE Lz 310 5L v ZEHWT,
PIRICRE S 5V FE T4 1 2OMEE% 1 Aol
HLEFKZ L. IL/EA, LA, IATZhThS V4
L1215 RO AL, [ERBEOKAELE
HETZIAZTHh 15 HEFOM{§RE 5 V&4 LI HiEgL
7z. MCAM DR BL% 5 ®iIC 2 BeRE Carfii L
(0, FBAL; 1, #BHD), MCAM % #H 45
MEDOHEENES T 7 TRLEZ, HRIZKTEHY
¥ bid Image J (imagej. net) ZHWTITo7=.

et F VR

2 (EWXHOIKEERE, FEB) Mok
%o 12 1E, Mann-Whitney U #R5E % F 7.
3% (NMOSD @ IL/EA #, LA B, IA#) [

D k1% O B2 1%, Kruskal-Wallis B % &
Dunn D /7S & % ZE R E & V72, f#AT
& GraphPad Prism version 6.0 (GraphPad
Software, San Diego, CA) TiT->7z. AREAUEZ
RB<H0:05:& e

] ES

NMOSD DEWREICE T B AT - BORE
AR

HE & THRWE % 20T, 2270 v 2
(22727, 81%) T#¥7=. 2FHIT AQP4 DRt
FIAMICIHAL (B1B), 7XbueH A tDv—
H—TdH%GFAP (B1C) A VITF ¥ Fu#

R N L

e e B

E1 NMOSD #HifiZ OpiEt %

HE @ TH LWRIEMIREE 205 (A). AQP4 OREHHIIAIUZINEL (B), TAMaH4 tDv—
H—T®% GFAP (C) ®AVIFVFa¥A} - Ix)ryDv—H—Tdh5 CNPase (D) & MBP (E) D%
THHPAEMAS. —HORPAT, IR DOY—H—TH5 NF ZIFEEL TS (F). CYneo D yEHIRE
i, MERAOWE LRtk k5 42® 5 (G, H). HERETRIMEREORE L L7 ) LA Z® 5 (1).
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o Iba-1¢ D Cb2e.

roE TN

» S’ — — e

CcD8 H MCAM
T . R~ 5 i ® >
- . ‘e 4

CETRLR L L L e

2  NMOSD &tz 1= 3o % KAl
[L/EA (233 5 Ryl OB 4”3, HE P46 T3 LW ERDZIMA 5 0, iFhEk (A) &AFEeEk% 2%
% (B-1). v2u77 -V LHRML T3 (B-2). Iba-1 DRIEMMILETIE, WHLZI 20 748D 5
(C). W »s3tkv— A — & MCAM D REHMMELAYETIX, CD20 F1E B iz (D), CD3 Btk T #iffa (E), CD4 Patdfiia
(F), CD8FatEfile (G), MCAM PGt HiMsEk %58 % (H, %), IL/EA: initial lesions/early active lesions.

merge

5pum | 20 um

E oy &, =
% 40 I
B 30 é 10
E g s
£410 £ T
§ 0 u § 0
ILEA LA A ILEA LA 1A
NMOSD NMOSD

3 NMOSD #ifiisZ D MCAM [tk T iz
P MCAM Pifk (%) &41CD3 Ptk () &M= Rgaot —E R NMOSD @ IL/EA (A-D) 12 MCAM Fafk
THila%58% % (KiH). MAFIE THIFICHANT, 30D MCAM OfEMl2Rd (7241 22). BREICBIT 3
MCAM Bt T B D% R 1, LA & TAIZH L TIL/EA THEISE L (****p <0.0001, **p <0.0028, L H ILikkE) (E),
T Hifarh o MCAM FEPEMilE 0 #I4 & IL/EA THREIZEW (****p <0.0001, ***p <0.0006, L EIbEME) (F). 1L/

EA: initial lesions/early active lesions, ILA: late active lesions, IA: inactive lesions.
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4  MCAM Ptk T M o> 3 RCHE & A

Pi MCAM $ifk (%) & i CD3 Hitk (k)
NMOSD ® IL/EA IZHW\ T,

A b-3ITYVDV—H—"TdH5 CNPase (K1

D) % MBP (. 1E) 2% 5HHAZ A Th

0, BE# I & % pattern-specific loss of AQP4

immunoreactivity? Zaaé7z. BEEICHKO %, 2

T =V ET > 7. IL/EA 100% (7/7 WX),

A D 67% (6/9W%E), TA D 9% (3/35W%)
% LW RIEM IR 28072 (F1A).

NMOSD DOEERZE ICH (T 5 MCAM B4 T #ika

BT A ERERE U IR FERTH - 7=
» (K2A), iRkt A6h7- (I2B). v 7

077 —Y8LRRFL T (R2B).
BTk, CD20 BaEMile (R2D), CD3 Bl
(R 2E), CD4 FtEfila (R 2F), CDS8 Bt
(M2G) OEEA#RD77-. CDABEMMELD &
CD8 FatEMIfE 2 BN T d - 72,

KIZ, P MCAM Hifk & 1 CD3 Pifk % FH v 7=
FRIZHOE T EHPEIZ &K 5T, MCAM B T Az
%Z[E#E L 7z, IL/EA *c‘z;t IfiL 45 JE B A& e
MCAM B T Mifa 2 2 7z (K3 A-D). I
T8¢ Tl L T, ﬂzt Y MCAM O 3etat %R
L7 (B3 A). MCAM F5 ¥4 T il g o> % & 13,
LA &L IAICHUTIL/EA THREICEY» -7 (F

1) 8

W 7 RIZHOL Y

QWA X R A T3

MCAM Bt T #ifas* MCAM Bt iiAs & itk 4 21825880 % (R

9f). IL/EA: initial lesions/early active lesions.

Yl + FEHEfR 2 0 IL/EA 8.9 + 4.6 /mm?, LA
55 + 2.9 /mm?, IA 0.4 = 1.4 /mm?, IL/EA &}
LA, P<0.0028; IL/EA % IA, P<0.0001) (X
3E). THlaIZ3F 5 MCAM Btk T il #l4
i3, LA L IAICH U TIL/EA THERICE» - 7
(IL/EA7.7 +44% 1LA16 +19%, IA02 +
0.9 %, IL/EA %t LA, P <0.0006; IL/EA %} IA,
P<0.0001) (E3F). IL/EA &\ T, MCAM
otk T M2 2 MCAM B5tEIeE & fide 3 5 1% % 58
7 (X4).

NMOSD DOEHRZ CH T 5 MCAM G4 E
RIFMMILFEICL > THEMMEIZL T S
MCAM DBl % gt L 7=, [EH A HETld MCAM
BIMAEEE I > TR I h, ZORBUIIKAET
m<, HETEK,» -7 (®5A-C). MCAM %%
B4 518 0HEE, AEICHL TUKAETER
IS -7z CEYElE + RS JKEE 27.6 +
8.9 %, H'HE 59 + 5.7 %, P<0.0001) (E5D).
NMOSD T, IL/EA 23\ CIi4%5EED MCAM
DORBIZEL (RS5E), LA & IA TIHEL - 7=
(B5F, G). MCAM % X84 % & O #HA T,
LA L TAICHUTIL/EA TERICE» - 7= (IL/
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g MCAM B %

Control

NMOSD

MCAM D

oR83%3

MCAM*
blood vessels (%)

GM WM

Yo B e ?
Bk Ly ey o ey Ly T S
& e v Lt 7
5 RS »
| 2 A M =

R 5 Fritioo MCAM Batk i
IEFNBOFHTIZ, MCAM IZIMAFEEIH > TR h (A), ZORBUIKEETHEL (B), AETEY (C).

MCAM % 3819 5 M4 O#lE 13, HEISH U TUKAE THRISEY (*

*p <0.0001, Mann-Whitney U #5&) (D).

NMOSD OF#ERZ T, IFEFEED MCAM O¥Bi IL/EA THEi< (E), LA (F) & 1A (G) TIHK\. MCAM %%
Bl 2MEDOHIEIE, LA & IAICHL TIL/EA TAHRIZEWY (****p<0.0001, ***p <0.0006, ZEILERKE) (H).

GM: grey matter, WM: white matter, IL/EA: initial lesions/early active lesions, LLA: late active lesions, IA: inactive

lesions.

EA 80.1 = 19.1 %, LA 10.2 + 7.84 %, IA 3.01
+ 4.75 %, IL/EA X LA, P <0.0006; IL/EA x}
IA, P<0.0001) (®5H).

z =

AWFETid NMOSD OEFMIRZIZT, HF—I,
MCAM [tk T #ifa 23 SRR A IS A IS % < @i
$BHZ L, H U, MCAM B A% 4% 5 1052
ICARICZWZ &, $=12, MCAM Bt T #if
#* MCAM FPEIMAE & #5245 Z L &5 2IZ L7,
DL LRSS, WREME RIS [NMOSD T,
MCAM % @R BIL 7= IL-17 BEAEY) V/SERAS, )
VSEROIMAE N Ml L mi~NDa—1) v % g
L, 4PN #aD MCAM KA $5ZLT,
BBB # DA PR p R ANANELEL, ZOHT
1L-17 %P4 452 & C BBB %#3#4%. BBB
DOWIFEIZ KD, AQP4 Prik 3R D 45 5
AWAL, flifkEEBIc7 2 bayA MEHEE R
L, WEEER T 5] O —isZFHT56DTH 5.

RN, THRICHEBLT %5 MCAM I2DWT#H
%9 5. 1) NMOSD OEFR/HZIZIE CD8 Bt T

Ml ThdZ & (B2), 2) CD8FGHMET
Mg TIZ IL-18 & IL-6 12 & > T MCAM D ¥
NFBEE 5L 3) NMOSD OFEJE DK
BHHETIZIL-18 £ IL-6 B3 EHTBZ LY »
5, NMOSD IZH W T IL-18 & IL-6 2° T Mg
O MCAM OREBFHIZHEEGATELER
bNn3b. MS OFRMHRETIE, IL-15 Bz 2
sy ® LIL-6BET A a4 b0 BE
f£L, IL-13 & IL-6 ' T Miigd T ®d MCAM D
REZFES 2 12 Z LM oh T3, 5%,
NMOSD IZH W T8 IL-18 L IL-6 24T 5
MilgxFEST 2 &2, ZTholcKIRT %
MCAM Btk T MR35 (Tul7, Tcl7 &) DFf
MZRS»CT20ELRD S,

K, TEIAE A RIS FEBLE % MCAM 12D
WTHEERT 5. 1) NMOSD ORZ IC I3 &ML~
s 77—V LHE L7-ERRIESHIEORE
NENY, 2) MS R/ u— VIROWRETIZ~v s 1
7 7 — ¥ h 6 EEAE E 7z tumor necrotic factor
(TNF) » 4% N TD MCAM R84 i%E 35
AR B B 12202728) 7 L i, NMOSD Tid
v a7y =Y bEA SN TNF 23 N
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MfaD MCAM REAFBHL TSNS 5.
Sk, wru7r—UEIICHEL-EHRREME
I2%6175 TNF B4 AT I L ELRDH 3.

B®#%I1Z, NMOSD %1% THilgEO&EZKIZD
WTEE T 5. 1) NMOSD DEBEIZHFHET S
AQPA HithD E x4 7 - 5 213 T MK AFA Y
T3 ARGITHBI L6, AQP4 RN
T Hifa AQP4 HitkEE 5§ 2 ATREME
130 2) NMOSD BED M+ i3 AQP4 EH
2 AQP4 RFFF (p61-80) IZHREM L T Migs
FHET 53 3) NMOSD B HZE DMk iz i
AQP4 X7 F F p61-80 ¥ R HLA-DR fy R %
CD4 BBt T MBI BSEAEL, IL-17 2BE4E T35 %,
4) NMOSD DEFLETIZ AQP4 HEMN T 4
fal AQP4 HithkDFAIZX D, & F NMOSD i
B REEEBRTES 3 ZE BB MICX
hTwb. ZhTNMOSD IZid AQP4 Hifk &
ARV B REREO A LTER I TE 2,
THifa BEE AR 2 FOUMESEAH 5. IL-17
FEAETAHCDABH THM (Tal7 M) O
50% LA b, TL-17 # B4 3% CD8 k5t T #i iz
(Tcl7 #ifE) D 5-15% A3 MCAM 2 RBl35 191
Zens, AHETRHENZ [NMOSD RE S
fLIZid MCAM BG4 T Mila B8 HE 53] Lo 5
i3, MCAM L EELBERICH B IL-17 2 8L
L 72 RAE A NMOSD DRE BT ICTFET 5 Al 88
HERE TS MCAMBH THIR EL T 5
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