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1. REEHE S RME(LE (OSMS)

F& U CTHMBRE L HFMREIER T 5 L HEE SN DRGSR L XV D H 5
L - AR MR 72 &) & 25 A 2 MM EAE (multiple sclerosis » MS) i, #fREFH

R SRR UAE (opticospinal MS 5 OSMS) (240 &, EIZLU\T FHENZ RO LN
LRETH LY. B8LE, BEOIREL X ORRIRHEDHEAE L RET 5 MEEZ 2T 5 R
BREENL. OSMS &\ ) 38U, K=/ - Hmﬁ’%ﬁﬁ@fﬁx CHkRT A EEE R TS
T SRR ELIE (conventional MS ; CMS) &5t LTI b, OSMS & CMS O
EEEMLTMS OFBEZIT) Bk, RO MS BHEICBWTT TITHH & @E@iﬁi)%
V. ENTW72 HLA-DR2 $UJi & oM 2S, HARAN CMS BEICHDHFAET 5 2 L AR S
22l H DY Thbb, BRMRRICIEERBRZEITER S D & v sTiE, -
OB T B EE 2 H5ND OSMS & CMS ThH 57, HEFNRERIIRLRLZ L
ERBELTWAS. B, FHMROALTETLEBTIE, TOROBRETMLOEREXE T
W52 3RHETHH720Y, OSMS & DOBWi % T4 2 &It Tldzw.

OSMS 1Z CMS L ik 5 &, HEBENE <, RROSIERT AR <, MREREEIX
Ew'. CMS ’Gé?ﬂ*ﬂ*%"‘%’?%’é‘ﬁk%iﬂ‘éﬁx OSMS TIRESETH 2 &\ ) HAEET
H2. ZOX)BRHEEMN->THBL I LE, FRFOSWNERE ZE T LBICEET
HbH. EHIZ, OSMS TiE, 1 HOFIHET c:?*%%ﬂ%ﬁ%%ﬁ% L, ADL # K F & 51]

BEVEDS R W0, FRTFHTEZ L) REICT 2 LENDH 5.

2. OSMS & NMO

OSMS HHDERTEE L CTid, HIEEHE # % (neuromyelitis optica ; NMO) % 12 & 81
ICEWTHED 2 LEHH L. NMO 1, HAETIEE LS Devic ik LTHISNRTEDY,
[ D 2k D HpRE 98 & BRIT PR B A REE O MNIZH | & Tl 2 2 MS o —Hifl | &
EFREN, HREOFRBILET L OV, ZOHIZBWT, OSMS & NMO/Devic % & 11
R BEBEMTH D EE 2 HNTEA, 1999 4E, Wingerchuk & 725TNMO i, ifllo
BIARE S & FRELRADT 2 SEFLNITHIR W TR D, 30O E R S 2 WiE~RTH
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HlEERL, HREVEOKEOHFAEZBRMA L2 LY, bAEIZBWTDH OSMS &
NMO ¥ EBEIRAEAAE U7z, NMO ICRRITEBMNCAM & S Tw DS, i
1> NMO-1gG b L 1337 7 78 Y ¥ 4(aquaporin—4 ; AQPY) HUETH 7. L A5
Bl se L HRER OIS A, MRI B{RICHT % MK LOEWHRIHE L, MS &
L CIRMMI G 2 KINRZ O A 1L, NMO-IgG/¥t AQP4 HURDH I hh b 53
NMO & B LT &b 2 WET Wik HEAT 2006 FEICIB SN, DRSS HICES E T,
OSMS & NMO DR[O\ T D54 i#kmdw bhTws ™,

3 MR LL K A H K ZE % long spinal cord lesion (LCL) ¥ 72 1% longitudinally ex-
tensive spinal cord lesion (LESCL) & 5725 (BLF, LCL & #5¢), LCL 133t AQP4 Hifko
FAELZHNEOBERIZE VBRSNS LT HHELY, OSMSIZB1F5 LCL M Lt
AQP4 HUK"™, & %\ & NMO-TIgG® OF1EIE, BHITH DOV T WD & F 505 ANRIET
5.

2009 4EWPADKE LI TIX, OSMS & NMO 23— DB TH 2 0", RHMOFW.L 7
R ZPBHAIIBRT 00", HHVIEMHEE D MS DM L L TRHEDITFHNE %
O, KRS TRV, LedoT, BEORNEES & 723 SRk g & bk 1
ROPEAITIMZ, NMO-1gG/Hl AQP4 HikH Bk T & 2 WA NMO FEFIZIE, NMO T
LI N T BIHEHE LB L, OSMS OERICTIE L WEFIZIE, MS THRRI NS
B EIR A BT 5 & W) FEPBRENTH L. F0H 2T, 4 DIEF O EHBOSE
RFEBEMERL DS, BEFTREPAPETIUIER2ITPLEBIET 5 L v ) BISZ 0
IR LETH 5.

%8B, OSMS DA% AR & LIZHIER RIS L iz, UTICRET S
BREOIET VAL RVIGFRIZIRH L 2 WRY, LNV VERZIIVITHS. £72, BT
DWNEIX, opticospinal, optic spinal, Devic, OSMS, NMO & X UF therapy/therapeutics
¥ =7 — FICXIRSE Y A7 5 CTHA LRSS &, 2009 4 OB CHRIRSR X
OSMS % E )T RED, LWIHWHEPOLMHL 72D TH 5.

3. SMEAE
1) BIBEERAT7O4 FAEREEHIEE(XT7O4 KNIV AEE) (7L —FB)

OSMS M ER O H— &I, BIBHE A 721 K (corticosteroid ; CS) &K it Hiiiik
HFEHRE(VDWL AT AL F2OVAHEE) THDH. CMS LM, 17— Lom#Es LT,
500~1,000 mg ® A F )V 7L K=t (methylprednisolone ; MP) % 200~500 mL o i
WAZIRA, 1~3 W2 TAT ) A EHEZ 3~5 HMMGfT§ 5. #EI0CS Mtk LT
W3 B3N & & 5. BEERGEAMRE I TORBIBHAE O R TIZ, AKiRH#
RIS OMEZ RO LB H 5D OO0, BENREEEOIGKE W) M TS
CEBFTE RV EAIMHL TV A (ZEF Y ALY,

OSMS Ti, 17 —=IVDOAF T4 KOV ZBWETIEIREOH SN L WEIZE LIZLITHE
By 5. S0X) A, FREEE 1~2 27— VBINT 52 & T, EROBRIESN DY
ENH L. S 61T, BEER MR BT Tl SREAEE T S aEA L, 5 H DR
THHEDIT 9 2SR LD REME A D 5.



2) MiFsciafk (MiEgb#&EE) (L —FB)

BWIED S 3 AN THIUE, BN (1 0 2~3L % 1 HB 257 1) % it
1958, BilkbEERLWRRE 2 EOBRELRIEROWHEDIHONDLENDH 5 (%
42%)". B OBEERFICO W TIERERA W,

WA IR 1L, NMO JEBI TORISA RS RIFTH 207, 274 FrOL 2
ETIEROYEESA 57 OSMSHEBITH, ABLEERADMMEAD 5. MHES s
(plasma exchange ; PE) XM RIEOBEIEA AR E WAS, OSMS T, MIlaPERED A
O TN IEOH G NEETH LI ENMONT VDL TH L™, Stk 3~4 AR
DINICHHERZ BT U, D Lo S EDSE SN A TR RV 2 L5260, A
PR O BIE IS U2 RIS EOMIEN LTINS, &k, bAETITOISL I LS
THE A #8987 (double filtration plasmapheresis ; DEPP) %, # 5 A 2l L 72 0k 75
B2 & B IS (plasmapheresis ; PP) OO T F ¥ 213N LTV 2200,

4. BRTFHD-ODEE

HAXN OSMS Tld, F8hEfk 10 £ LANOREEERKIL, B O P & 2 5RAEIROE
ek B30 THLEHMEENTVEY, L2255 T, OSMS TIE CMS I LT, +4
REEIHZET A ENEETHH. OSMS OFFETHICB VTS, KL LTCMS
(CHE U iR BINT 275, W OO ETRE LD T 5.

1) 41>4—7zA>B(FL—FCl)

CMS O3 TBilc 4 % —7 =1 ¥ Blinterferon-B : IFNB) BSENTH 5 Z &1, %<
DERLFEL TV BEE?, OSMS 122w T, Saida S5ASHAIZ BT 5 IENB-1b DB
EROF T 21T\, CMS & FBRIZ OSMS T, IFNS O EARLEVE O FEIRIHIR 7
AOOLNLMANCH 722 EZWE LY. —T, 6 Ad OSMS & 16 Ad CMS B# 12
IFNB-1b # i 2 B L 48 B HRRA L 7245 £ T3, OSMS BHE TORIHEEDIE S A
EiAr o 72 (83% vs. 25%) 7.

DAETIE, 2000 4E 11 H 17 HIC IENB-1b #H|(XF 7210 ) D, 200649 A 15 H
(2 IFENB-1a #5#] (7 R4 v 7 A®) OPRBGEH 2580 5 7z GEEIEIGR X 1 /z) 28, [F3E
X OSMS & CMS X 7% S HHRFHHWTHEH S TwA. o, OSMS BHIC
IFNQ 6k % Bt TN B AR TR L, BlEER L7227, &2 IR/ M
REBRBENBH LY, HEOEFAMREIRBEN TS, 20X )12, TENS FELRHG
BTN JUE 2 7R/ LIHEFI O 2 20121, T AQP4 JUkB MO B3R NMO & e 52 5 Wi
TELREDVETNTDY, KB, ZHHIO OSMS BEMITORETH, Hi AQP4 Hifk
BiPE T NMO Z WL 12 & A3 25EHITIE, IFNS OEBBIGE D PHOFRIRIZF L
DETHMT 2D Y, RIS, PukEYED OSMS #ERITIE, 72& 2 LCL %4>
TWTH(ZOWA, KETZWIHEEDLSIEINMO & LTIVIERIZEEN ), FEHCH
RIAFETFTTLIEMAWSRLICENLY. 512, FL0METE, IFNS-1b 134
AQP4 HifkRatED OSMS BF ORI IE 2K T S TWw 5",

L ZAT, 2004 FEDEGEIRHIC L 2 2ERATIX, FHEOEBINING 25727
Y — b &frv, IFNS O%#1E, OSMS T LCL 0k BECTAHR) 51.5% - WM 18.2%,
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OSMS T LCL ZfEb R WEETHR) 68% - B 8%, xHHMIZ, CMS T LCL k) #ECTH
%) 63.3% - WM 13.3%, CMS TLCL kb WHECTHR 72.2% - ¥ 3.7% £, OSMS
T3 IFNB SR B0 % VRIS S 5 Z L ASHIBI L 72" & SI257H 513, 2007 4E0) H A
FFRRAIIBWT, IFNS-1b DBBOBIIE o7z T— % % LCL Of A 5 %581
VCTHRNT 2 3 A, HFIC OSMS Tld, LCL @ 7% WEH TIEHREEIEMT 201 LT,
LCL #2892 BH TEWA210% (2723, FHEORRIE LCL 5T 5 LT § 50
Bk % FRE L 22,

—%, Eio7 vrr—1MREEZNOHE2LE L2 5L, OSMS BEHEOEKL LT
IFNB D EN D > 72 & FREDHB L TV B L W) FHENH L. L7zd-> T, FIHEE
D OSMS BHE T, IFNBIHEHEII D 1 2L %%, L L, IhE TlR7MRE
HbEEZLE, LCL #1E9) OSMS #BE T, IFNS EREBI DA 25 5 T ILAA T
WHZEIRD. ZDOXD RYG, WHERBTNICH AQPA R ZNEST 2 2 e AEE L
(2009 4EBLfE, ZWFFEREEI T OBl AQP4A HiADMERE R, 2~3 HHE TR I TV 2).
i AQPA PURBEECTH L, TFNBHEDHEAZEZEL TS Lwv. LaL, HEBETH
nE, B3 40E 707 v REEHE#E (intravenous immunoglobulin ; ITVIg) R#& L]
AT HA FEREEHE—EIRE L7213 ) BRI ORISR Eme e g SN 5.

%8B, LCL b7\ OSMS B TH, IFNSHPSEALIIEE 2B BIE %2179 R &
Thb. 10~15mg BEOVEORIFREAFIVE VENREZIH L 200G T5E, T
KARZGE L S D IENS EAMMDORBDIRET H E V) BRAYH 5.

2) WiIg(Z'L—FCl)

IVIg 2 0.2~1.0 g/kg BEOGRIE T 7Y v &% A 1 Il 2EHEHES 2 58T, 1990 448
D% ARG ANEFD TN, HRIFIRED D 5 2 L DR SN IVIg OVERIFE
e LT, #iidiotype Pifk% 4 L 72 sos o586 & wlitko Al , s Fe 25k %
A L 72 S SUE DI 7 S S h Tz

WHESRIZE OB G- 05 S B OSMS OFE TR TFE L LT, IVIg ka3 2 filifid
NdH b, BAEDLIETIX, OSMS % & T8 S A £ 38 YL JE (relapsing-remitting
multiple sclerosis : RRMS) Zxf 5 & L7z IVIg DR EITHTH 5.

3) DAt

OFOCS(ZFL—FCl)

—fZIZ MS Tl CSOWIREAT>TH, HREFHRIEEZVESATHEY. Lal,
CMS : OSMS # fiH¢, 15~30mg FED CS(F & LTFL F=v1 ~ (prednisolone ;
PSL) ) @ IRk AS TR PRI L EETH 5 L WS 5 % 2 2 WIEBI DS EBIAFET
27 20X EFITE, RIAPIRCHED BIVEH 2 BK3 % B9 T, TENS Bk s i
HEEOBIMIZGIZL Y, FELZFRERT LI L 2RKRLTEND 5.

—75, 2004 FEOLEEFAICBWTIE, Sjogren FEMEREE AUF LR % HFE L7245,
BIEGRIEE BB L D & OSMS BED 5D 5 D (B 30%) IFN HUHC 1 PR3]
HHRHETH D LA L7ZY. Zok ) RBEEZEHOLI L, VR ﬁ‘%qjik%i@fxlil CS
kRS B EZE LB EMERTE AERASETEND LHEES N
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@3 rxH>bO(FL—FC1)

2007 4E, DAENIBVWTHD T, 9FlE S F L F o> BoHEYE MS BEHIZI M3
¥ b o R R AT L 22 RS SN AR RAFT, N4 4.4 MO
A5, HEBIGEE 1 SEDN TS 2 IS L7z, OSMS BIOBEHIZ 1 ADATH - 7275,
9Bt 7 BT LCL 2o Tz, LA o T, INFE TR W T OERICD It
T, FHRBEEORE\ OSMSHERITIE, AIFEMHA2HET L TAHATD L.
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BER - ZEBICLAEZREH
MR - BRI
PubMed #:%% : 1983/01/01~2008/9/30
(OSMS or “opticospinal” or optic-spinal or neuromyelitis optica or NMO or “Devic” [tiabJor “Devic's”
[tiab]) AND (“therapy” [sh]or “therapy” [tiablor “therapeutics” [meshJlor “therapeutics” [tiab]) AND
1983/01 : 2008/09[mhda]Limits : Humans, English, Japanese = 138 {4

R © 1983/01/01~2008/9/30

(ZHMMALAE and BLIEE and B146) or (ZFEMERILAE and AR E%)) OR (BLAIEEF 6% or Devic 9 or
OSMS or neuromyelitis optica) ) AND ({3 or SH = {fij#, SEWp#E, JVRHAGHE D, R, &3k, Mg
i, B AND (IDAT =1983/1/1 : 2008/9/30) AND (LA = HAGE, %5k CK=t ) AND(PT =3
FRBR <) =92 4



