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RERBEEA  (neuromyelitis optica spectrum disorder; NMOSD) & % FME (LA (multiple
sclerosis; MS) [FAAFRMGEZRKFIRHRFRECARBEEETHS. MS Tld "HEEZEM NZKKRE
THH, MENMBEICEHELHWEHSHKEZEBRL TVW EEZSNTWS. MS OFRKE®@IC
EOCREIL, (1) "RIE) DNERABREED relapsing disease &, (2) ZEME) HBEA R progressive
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BiEZERU . WEZET TIE, NMOSD D26l CEBPHR&ABREICIMER L EDOHAELE,
FUTFRY Y 4 (AQP4) DFERWFZAMOYA N (pattern specific loss of AQP4) %ZFB&H =Y,
MS Bf & RBIIREF (C[FFBH RN > Tc. NMOSD & MS B DO ABAE & R ICIIRBET -2
& periplaque white matter [ SMI3 1 BHREEK & APP EHRNFEL, BEERBHREENRBR I N
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HZF e, NMOSD D KRINKE T IFREREE, ‘EHECMAEOIMER LB PREIRD ) >/ CEi
BOUBERIROBRAN >, —77, MS B TIIKEREZRO. NMO ODABMKE L BEICIE
‘astrocyte-neuron interaction Z 1 U fc AQP4 K7 - BBEIEIKEF M DR LS NFET D. MS
& NMO OFIE DERBEICIE TRIEC KN NEET 2D, —7, TOMEEEHIE MS & NMO
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ZFMMEILAE (multiple sclerosis; MS) &1
IR EREA (neuromyelitis optica; NMO) (F=
RKARHERESREREREBTH 5. MS Tl
#W-AVITFTROYC ~ (ECHEXREE)
BEEA, NMO TIEFZ 7 7R > 4 (AQP4) T
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A 73 progressive disease ICKE K DEEEINB.

—7, BKOBENS NMO DERRZBED
55 E X relapsing disease EIRZX DI EMTE,
progressive disease [ TH DI ENHSNT
W3 % TAIH, NMO & MS DRRIRIRB IF R4
ZDH?) ZDHKITEScHIT, NMO & MS D
BERICEET D "RIECEM REOREESR
ZHOSMNCT DI EZRMROENE L.
HRAE

1) FRRZMATFIEAEARZDE  2) FRKEMARFREZ DS



PR R R TIE, 80 AR
RANEER] (M 67 B, St 13 Bl MS 49 41,
NMO spectrum disorders [NMOSD] 31 f5l) DG
PRI B2 BB U fe.

TRIBF AT TId, MS 761, NMOASD 13 fl,
EREXER 8 FlDOJIRE X I 5 REEBFER
BEZTo I
HEER

BRER IR 2R T, MS T 20% (10/49),
NMOSD T 3% (1/31) M ETR OB RL
fc.

RIEZ T TlE, NMOSD D26l TE
ErHRERRECOERIOMEOBELE,
AQP4 DFERWEFZANOY A K~ (pattern
specific loss of AQP4) ZF2&HTch, MS B & &
BNBEEICERDEMN > ™. NMOSD BEE
MS BEDOAMAE & RAREICIE, BT —
2 & periplaque white matter [C SMI3 1 EZRIEKX
& APPBARMEEL, BEEGHMBRBEELNRE
Shic. ASMAZIIC—HUTERLZI VR
Y 7EEZ R fo. NMOSD B iE MS B IC LR
LIHREEORENEE TH >z °. KK
RETIENMOSDED 2B TREIBIC AQP4
DFERWEFANOATA %, I BICHIR
HAE D%, RIGME astrocyte DIEM, =70
7)) 7 DN, BEAN D XAEMDREZ RO
. NMOSD B ORI E IC ISR ERbE, &t
fefAEOmMEFROMELE, RO > /\EE
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