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KL A N A4 T, HHMER O RAEERBER B o8 S 0 b 2R UmALE
(multiple sclerosis : MS) RCHLAMFELEHH45 (neuromyelitis optica : NMO) DAL 6T, ZOFEIC)S
9 531 —[al I LSE  (Bald concentric sclerosis © BCS), ZAMERIEMENE #EZS (acute disseminated
encephalomyelitis : ADEM), ZEAEWr B #45 (acute transverse myelitis : ATM), HHE KA A
i JiE (combined central and peripheral demyelination : CCPD), HF % M A 4% <idi0pathic optic
neuritis : ION) (2 DOV TOMEHMREAFLISHELLL I EZHMEL TV S, 20k, AE
TIXMS ® NMO PHOFERIZSCTEI ST 52 & 9, MHTHREZLIHH 125V T clinical
question (CQ) Zix7E L 12.

EZAT, 2004 0 NMO-IgG DFER LK, MS &£ NMO OFEEMIEL»wmLE LN T
», NMO-IgG, T4 bLHL7 2 7 AR Y ¥ 4 (aquaporin—4 : AQP4) PUADFEIZ L Y BE DG
BHE W RECAED L HTREROFH L. BT AQPS BRI ME T AR FE R OFFZ - H
KT HERPHBELZ R TEZTEZRAMBEFTME A2+ Z 4 (NMO spectrum disorders
NMOSD)" £ LT—Hh ot 2L, EEKOBTIAEMTH L. —F, i AQP4 HLikIEME
NMOSD 3R H DL 5 3 3 S REEZEHEATH Y, NMOSD & v ) SN RIBIE S
HEBEHRL TGS, LA ->T, AETEH 2T, 2015 FOBWIEE TERsNS
NMOSD # & 12IRFOFEEREE NMO EEL LI, 8512, MS & NMO LIAto dficfiig
RIAEWE RS R, ToLBOBEZRIRIC LRI AL, FHIOHEL 2> ToZ e T
YARBHTZL, 2Oy, HECETS CQURBERRZIRLTULVY, 205
WABIETICMS £ NMO BHCHT2 60 ThHs. UEOBEND» G, KEFIX, [LI5MEEAL
iE - MR HEHEZESA P4 ] ELTEELIS CQIC TMS] ® [NMOJ % £ DR
ZHVRENTOLEGEIIFEORBZ NS L LTRSS NI LD TH Y, [HHKARRKAE
HRREEES] EHNIE, MSRNMO #EULTXNTOREBZPHZICLICNETH L. BAED
IR BRI, & CQ DRBEICHE S NICHREA» D 2 LTS 5.

HHEEORKELY  PHRPUET 2 2 LV RELIEANE, EAEBBHIZE (disease-modifying
drug : DMD) EIFEN S, HR7% DMD D7 > - 72 30 4677 £ e, [# 7ty |2 o3l & 7
MSZHETIEHARENT S 5O DMD EHTETH Y, 2O S L r b 2 LIk
FETHH, ZOLH, AHMTORBROFERMDS+ 0 THVIRIT T, #EAL L2 DMD
(R=AF 4 %) LHETRPEE - F=BPEOM g0 ZHAC AL TRt 2 £, fEx
DEZ~OFRKL I E» 2 o TREALTLEI B Z2MDHL. LKW -T, KAETK
DMD D 7 v T ) Aa R L TV, 372, BRTRERTRETH > T, AERE
WTOMADED G TwZv DMD &, BEHIE LTHY EFteZw. Blchic-> TA
FRAAT 20X, 27, WEOHH THEINIT X TOEACOVTO CQ #itA TR
IR E IR, WEOED DO CQ EHA, BBEIANOE) TELIZIRNEZEEL T,
BELEMATOT S REED S LIGERLIEEYHGT S JEVPUETHL. BOPL 1
DOEPEIVEA L, 2DOHEHNHOCTOMF LI 2HL I LEMILNSTHS.

MS 2 NMO # 13 U, 13 QPR IEERBERE OV TOMREHERASRTH
h, BWIHATRLHEEEORIE b k4 ISfTb TV 5, KEONREFICH L CERICERS N
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DRNEEMICDAICH, BHIILBINLIDTIERL, BADELLTAETDEIAATHN
DL L) RMAHOSISNGEPLL L.

I >z

1) Wingerchuk DM, Banwell B, Bennett JL, et al. International consensus diagnostic criteria for neuromyelitis optica
spectrum disorders. Neurology. 2015 : 85(2) : 177-189.

2) Ransohoff RM, Hafler DA, Lucchinetti CE. Multiple sclerosis—a quiet revolution. Nat Rev Neurol. 2015 : 11(3) :
134-142.
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1.2 | ZREMALRE (MS)

4

M=

25 EMALAE (muldiple sclerosis © MS) (%, FE L HARMIEER O KIESERGRETH Y, HT
RN AEEPIRECEG L TUh 2 EEX LN TS, Kokt L THRATOAEREILK
WA, HART O EWREEA AL TS T2, MABRERBED L 22000, EEE
IES (disease-modifying drug : DMD) # HFUMCEEFIOHENED N TE Y, BIEARTIES
3D DMD 2T RETH 5.

b

MS OFZrHdE L L Ci&, LI Poser DFEMER 2 2 L 23%» 5 72h, MRI OEH; I &
H, ZOTREZMAANT, McDonald DFZMIFEENIL b LIk 72, Z DE,
DOFNHEIL 2 MIEET S 1, BIEIX 2010 SELETH I S s 2 L% WY KETIX, 20%
Wrdkife 2 — e L e ke s, BAEG@E [ v 7 v 2o o Zr 8o R 7
WrAkie - EAEE M - BT v T ) XL DM T A0%] B (e 7 v A KXo T
2015 FFICHESN TV L, MSOZWIZ B L TIER~—h —d vy, EED T4
KEANRD G s, HHREMS CHEMNLRET RO, 226, 240 281
THL DK TH S,

¥

(4

W

fm &

MS &, BIZEREBREENERPESG T2 LR/ ERELEZZONTH Y, 2200l
ORDERNE Z HNTe 5, BIZMERCE LTI, MS RIS 5 —Fits L )
PERAJEDWIFERFERERR 613 2O L AFlAL E2 L 2 OGP s N Tv 5. ki T
W37 7 29 4 FEEEAT (genome—wide association study : GWAS) s EZH W, Mz LT
KHBRBRZEEETOREPHRALN TS, IRETOLE A, kb BCERRZE
#InF L LT HLA-DRBI*15:01 78FAES LTV 275, Z DIE 2242 100 PLEO MS B (AT
MIRFEIN T3, BEMERCEL T, IMEFeg I DEE, EBV A vA (Epstein—Barr
virus : EBV) J&ge, B EX 3 I LBERPEEEINT VS,

=¥

— M CEERADVRELR T, RHEORESEH Y. MS OERFRIEICK I 0 TIEF IS
B, 10 TTADHICY 200 Ne#E 2 288 HH. —F, HERCKT D ZDHERHFEILZD 1/10
LTFTHa2, AATS MSOBEHIEAHML T2 Z EPHRSNTH Y, HFH L
A EFE T, AT S BRI ERELE . AFT 2004 F 217D NIH 4 B4 E R
R T, BEHUIL 9,900 A, HEEAWREIE 7.7 N, BRI 129, FEFERDOC—
ZE20F B EME SN T2, ZOFAEIIIHMPREB AL (neuromyelitis optica : NMO) /#H]
MREFHEI AN+ F 24 (NMO spectrum disorders : NMOSD) 236 & 41T\ 72 I EE DL EL
Ths?,

B PR A5
MS T, Ji - BUAEE - BHE L U o 7oA R ISR CWEDRED 612 2 26, B
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£ OEE) - KERSE, SMTEEL ES S LERPLE TS U — F 734 (Uhthoff's
phenomenon), AHEMEESE, Lov I w MEEEL EX IR REIR T H 2 25, B
e, MSOJRRIE LT, —®REESTE, BEEMEY TREESTICI A, dinically
isolated syndrome (CIS) &f1H Y, 2N ZHOFENEBE)E & ETHEOFEAIRS 0D LD
R/

REMMR

Mm@wm@"‘%vf?éiﬁﬁﬁ T, HEZH.OE y%ﬁ@ﬁweﬂwé Jii MRI
T, WA BEI IREETHENE G T, RERBUR - BIEEL EOKRHBE b T

LWL, -ﬁtﬁﬂ‘]%ﬁﬁ‘]@ MRIFTR E LT, JRMIZIRZ (ovoid lesmn), Dawson’s

ﬁnger, open—ring enhancement HERDHL. FHEMRI T IMHEEUTORE»SL L, 20K
B A S LR Tfe, HETRTIE, BISRL O NCIRREEIR A ERD 5 T E NS,
EHBEDOFFLUTO LS. kg T, ) 32718 —FvIgG 3 | (oligoclonal
IgG bands : OB) % IgG index L5 %58 5 2 L 3% v, 2RI EBERTh O I =) VA X
737 (myelin basic protein : MBP) 23 LA 35 2 & A AN

Ak - P

MSDEFEE LTI, K& 328G Ns. Thbb, SUMEROEE HETH GE
TEED DWGE, IHERETH S, 1, BETFHELTODMD T ZDESPD S L
¢, BE, BHARCHOV T, v & —7 =1 B (interferon—8 : IENB)—1b fZ Fi#3, IFNB-1a /)
EH T4 TV ER, FE)R~T, I 5F 7~ —ERIE (glatiramer acetate : GA) @ 5 FH%H
PEHTRET, 4% SO A2 2 LB THEEND. 20S T, RORE, BIfEHK
EIZEBECYDHY, EOERZEDL I M) »IXEBELRA VML,

I ek

1) Polman CH, Reingold SC, Banwell B, et al. Diagnostic criteria for multiple sclerosis : 2010 revisions to the McDonald
criteria. Ann Neurol. 2011 5 69(2) : 292-302.

2) Goodin DS. The epidemiology of multiple sclerosis : insights to disease pathogenesis. Handb Clin Neurol. 2014 : 122 :
231-266.

3) Osoegawa M, Kira J, Fukazawa T, et al. Temporal changes and geographical differences in multiple sclerosis phenotypes in
Japanese © nationwide survey results over 30 years. Mult Scler. 2009 : 15(2) : 159-173.

4) Lublin FD, Reingold SC, Cohen JA, et al. Defining the clinical course of multiple sclerosis : the 2013 revisions. Neurology.
2014 : 83(3) : 278-286
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1.3 | HHEEEE % (N\MO)
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mE

AR RS (neuromyelitis optica : NMO) &, HEFEDHMRER L HBIERHR P L T2
AR O SRR TH 2 Y. NMO (% 1894 4F 1= Eugene Devic 75 1 #1461 % i L T %
Y Devic /i & bIIEI 5. % TOARFR THERAFMAEH IR FEMERELIE (opticospinal multiple scle-
rosis 1 OSMS) A TWICEFHEL I NMO PEENTVS 2

2004 412 Lennon & (= & 9 NMO (28 7 F CHIE NMO-IgG % £ s ¥, z2 0k
NMO-IgG DFERHUE S, HHRAMFED EHELAKT v+ ¥ AV TH Y 7 A b vH A |+ D endfeet (=
TR HT 5, 727 KY ¥ 4(aquaporin—4 1 AQP4) ThH 5 Z EV#ES NI, T74bHH NMO-
[gGIHAQPA AT H Y, ZONMO CHEL AL I =T —DERHIZLH, NMO D
FgEidEAR L, ZOMHENMO EMS ERERLEREZEZONTVLS.

¥

Wi
2006 4F- O Wingerchuk & OFZ Wi £ T1X, NMO OZ Wi X HARE % L 2MEFEEL O
T IBI 5 1Y L LHL AQP4 FUEBER O HI I, BEERZP 2T 2L HTRE
COMEBERETIRIET 2IEB S D2 2 Ebh 70, ZNODRERE L 2 T 2015 FEDH Ik
EEZ WAL T, REBOBME L THMAREHZAXXZ 74 (NMO spectrum disorders :
NMOSD) # w5 2 k24 & #1c”. 2 LT NMOSD &, Ht AQP4 HifkFs 1 NMOSD
LU AQP4 PR (H 2 W IBEREEAH) NMOSD O 2 D40 b vt I O3 T3
AQP4 HUEDBHIET H 5 WG 13, MRELS RIS AU TEERRAER (Rakg, SHE
%, BUEREE) O 9 b 122 HIUINMOSD E#Zlis s, —75, i AQP4 HifkkatEd 5
BRAERRAHOE A, 2 oL O FRBREBESLETDH Y, 3 OICZBMMNETE (disemi-
nation in space : DIS) % MRI AT EDSZM e L, MBS D 2 LB Iric 2
2785720 2O AQP4 PUARETE NMOSD (3B OBEEEV G A Tv2 LIS N T
H, —EOFEFTEIZY A ) TF Fr A X 232 (myelin oligodendrocyte glycopro-
tein - MOG) Hifkd it s 12,

eS|

HUAQP4 SRR EME 2 LR iEfiiac ELE QLT X b u¥ A P E—RICGE
T A, MY S L B OMBEE~— 1 — DM 2 6, PLAQP4A KB ED
NMO TR 7AMEH A FOBEBEPI D) URoa—v VOBEIYVIEETHS ZEHVHL
M2, ZDIH NMO &, BEREDPEARTDH 5 MS EIERTRIC BT RIENERT
SO7A MRS P FCBIESNAEREFHRIND LI 577,

B
S DL M F5 1) 5 HIREIE 0.5~5 N0 HFARBETH 5. 2012 LEOARFLD NMO £ H
BRRES A CTlX, NMOSD B350 4,290 A LS UEREIL 3.42 N10 T A5 12Y,

B PR A5
PU AQP4 HLAIGYEEBNE, 9 BH LM TH Y, FEEMIETHTLIO®RTHL7. £
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M CTEREETEIR CTH 5. BRI ERE TMRMEHEEREESR KM TE L. HFiiL
BHEEWETH 5 2 LB, BEEREE C IXEHAMERZS, W% 523 2 REEEGR L 2
5. NMO E LIXLIiXiz»oHCRERE (Sjogren JEMBEHE (Sjogren syndrome : §jS), HHAHIK
Przs, &5 Y 79 F—7 A (systemic lupus erythematosus : SLE), FJEFGMEESJGEL £ 2 &0k
T5.

— 770 AQP4 HUAERETE NMO T, B L <, AR L FRR ORISR T
B4, EIEOBHEE I v,

REMR

U AQP4 SR D LD REBI A% 5, [EMBI S H 27 B T S MaRE £,
RN BEEFRAPBALCNLD, )T orn—F v IgG 732 I (oligoclonal IgG bands : OB) (&
[SEID NN AR

MRI #AE T, — MBI O B BRI A PR RE, 3 AL Lo ERTHH L
e kv s T2EESFRENA LN, —EIREEs2”. WMRELALNL Z LD D,

Bl Pk

NMO O 2B OEE XA 7 v 4 F73v 2L (intravenous methylprednisolone : IVMP)
R MMHE S HEF: (plasma exchange : PE) TH Y, FHEET B O BRI REIHIREVL LK TH
27 MS O ¥ A i 35 (disease-modifying drug : DMD) (4 ¥ % — 7 = 1 ¥ B (interferon—3 :
IENB), 74TV EFR, 72) X% 7] ZEN»HIKEBES € 5. NMO X IEEH T 3T
FELEETRVPARTHL. LA - TNMO ZRIEFICZETL, @Y7L HETHREZEP
DB 2 LED D B,

I ek

1) BEE—5. SUREHER L ONE L G REMA LDk R R 7 —F SRURALE L MR
Bhge. HILEE. 2012, p. 304-313.

2) Kira J. Multiple sclerosis in the Japanese population. Lancet Neurol. 2003 : 2(2) : 117-127.

3) Lennon VA, Wingerchuk DM, Kryzer TJ, et al. A serum autoantibody marker of neuromyelitis optica : distinction from
multiple sclerosis. Lancet. 2004 : 364(9451) : 2106-2112.

4) Wingerchuk DM, Lennon VA, Pittock SJ, et al. Revised diagnostic criteria for neuromyelitis optica. Neurology. 2006 : 66
(10) : 1485-1489.

5) Wingerchuk DM, Banwell B, Bennett JL, et al. International consensus diagnostic criteria for neuromyelitis optica
spectrum disorders. Neurology. 2015 : 85(2) : 177-189.

6) Sato DK, Callegaro D, Lana—Peixoto, et al. Distinction between MOG antibody—positive and AQP4 antibody—positive
NMO spectrum disorders. Neurology. 2014 : 82(6) : 474-481.

7) Jacob A, McKeon A, Nakashima I, et al. Current concept of neuromyelitis optica (NMO) and NMO spectrum disorders. ]
Neurol Nerusurg Psychiatry. 2013 : 84(8) : 922-930.

8) EMEWET @ EENEFHAICL 2 NMO BHE ORI, RSB T 2 WAL 2014 1 FH 25 4F AR -
SRR 1 80-89.
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1.4 | »Se—[G)0 AV EE (BCS)

8

M=

N —[al P REALRE  (Balé concentric sclerosis @ BCS) (X2 A O B2V (2 380E T 5 AR R
DOBEREETH 2. BBIET & BEETRAF AL 255 A RO FIIRC 5046 T 2 SRS & Bald HVH45
LICOPRBOHRTDH 5. ik, BOLMEOREL L 626N T0es, MRIOERIZLY
FHPCRLOHRIRZE 2B T 5 2 EDUREIC R Y, BIBRE A7 84 F (corticosteroid : CS) 3
I EC L BB RN T 2 BIEFI R REFA A HRE SN DL L ) ISk o7 BRI BCS &,
Ao —OHFRAE T R 2 THREMLERERZF—ORERM L 24 TIC3ERORIYS H
%Y.

=\
2B
BRI, OB~ H R CRERDVHEIT L TIBICES & ) RRERNIC I T, JRBHER S

B B REES b REE R AT S R D IR G 2R T 2 E RREAT 2 2 E TS T & Ly
L, MRIB{EZW SRR - ICBIAE T, 2d o HEMEICEIE L 705w — [FLO I RRB
WA BT AT, EE, B, U A v AL EOREDSER S NIcHEIL, BCS E
DBLWHTEND 2 ED—IEUTH . —J, ~a—RELLIIREEEEL I, 0S5 ML
£ (multiple sclerosis : MS) R H AL H HH % (neuromyelitis optica : NMO) D FEFH 2GRS 641 5
WEWH LY, LichH - T, MS NMO, 30 (21X AMEMAEENESR S (acute disseminated
encephalomyelitis : ADEM) 7% E D RIEEFMEE L OFH L EZETDH 5.

mEA

HOREREPHES N TU S, WEZEMCE, AV I 7y Fedf bPOT7RE—2RE 3
T VBN % > 2% 2 (myelin associated glycoprotein : MAG) DA &7 {2 # 8%, Lucchinetti
O ORIET 5 MSHHELA 4 7 3 MM T 2%, SVEIRZ KRR E LML 7 Bist <2 —
> %7/~ L, hypoxia—inducible factor lalpha (HIF-1a) % heat—shock protein 70 (HSP70) DFEHL
ERENSI DY UM ED 6N s 2L 6%, HIF-1a % HSP70 O MR < & -
TROCHARIRZ DR S s EE X 640 Tw %, Cerebral autosomal dominant arteriopathy
with subcortical infarct and leukoencephalopathy (CADASIL) D EALMAIL T T H 5 Notch3 2 5%
¥ ) 7IEBCSHRIELIC L OWMEN DY, BMOMGZREL T2 k70, 47
VRug A PRBEEPEA L T LAENNTYE, T2 T7HRY) 4 (aquaporin—4 : AQP4) % 2 # &
SUMHEHRLTO LRI ENL, TA MY A b= ) TF N A b OMEAE AR
TR BIS- L v a WEEMES R S T v a7

g

BRBEARY, WHLERTHLY. B3 1:2 L3N, BEFEKHIZ3~62MTH 2705,
30 ARG SV, PEER, B 74 YU ) OWEN S 5 0h, 1990 FE % &
D740 UL QM IXHGE L 1. BEOBKYE L OIS 2T, BT
ITOMEIN TV,
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BRI

BT, RoRRE, NENORER e E Dl e, SRS, JCRE, RRAMRREREE, ATEHEE O M
MOy TH B, WMEGITIX, S, EF CREDUBORE, BRERREE, BRAGREE 7 EOEE LOE
WEPEL, WMAV=T7TRBIGEC L DFBICES. Lo L, MR L 2 RIS R L RiE#E
FI XY, BEAREEERT AMAPMESN TV, 749 oo 17 EBOFN T
, RERUCEREORE, FE, £95BEL EOREGERZ RS Twv 5 Sk HA S
BLEZzohTuwries, FIHERRERCE > TEFEL 2 e e —FLOCHBRBREZ 2 21 5
BETE, BEBEDHEET 2 LOWESH L.

REMR

74 ) ¥ UREROBAT T, BTG ES & v X2 X IEE > REO R G <60/mm?,
%2%7<100mg/dL) 2k E%5TWwa?, MRUAEFZI RO AHT, ANAEOLH L
D 5 XS EMRATRA 2 2T 5 T ARG T IRMRMES, T2 BAlG T RSES
L7 BRSO IE D 5. RIEIZEMTH 5. SMUOELLFHRIGZE S T2 s#H G © o
EETEHICN ST, ZEECHT N =04 (Gd) EEMESIREZPED L 2 LD 5. KINILE
¥, A8, /N, BB WA SIEIL 9 2 Y.

B - Tk
LHEARZE R L T AT v 4 F23v 2 (intravenous methylprednisolone : IVMP), 4%
fbHi%: (plasmapheresis : PP) OFRMEZ RIET 2 EHP L ES TV 5 2,

I ek

1) Hardy TA, Miller DH. Bald’s concentric sclerosis. Lancet Neurol. 2014 : 13(7) : 740-746.

2) HFF R [BIEMERALEERISE - WA OBLK 20061 [W.GHEELIE (Bals). #BFOiES. 2006 : 50(4) 1 563-570.

3) Poser CM, Brinar VV. The nature of multiple sclerosis. Clin Neurol Neurosurg. 2004 : 106(3) @ 159-171.

4) Popescu BF, Lucchinetti CE. Pathology of demyelinating diseases. Annu Rev Pathol. 2012 : 7 : 185-217.

5) Stadelmann C, Ludwin S, Tabira T, et al. Tissue preconditioning may explain concentric lesions in Balé’s type of multiple
sclerosis. Brain. 2005 ; 128 (Pt 5) : 979-987.

6) Chitnis T, Hollmann TJ. CADASIL mutation and Balo concentric sclerosis : a link between demyelination and ischemia?
Neurology. 2012 : 78(3) : 221-223.

7) Masaki K, Suzuki SO, Matsushita T, et al. Extensive loss of connexins in Bald's disease : evidence for an auto—antibody—

independent astrocytopathy via impaired astrocyte-oligodendrocyte/myelin interaction. Acta Neuropathol. 2012 ; 123

(6) : 887-900.

Chaodong Wang, Zhang KN, et al. Balo's discase showing benign clinical course and co—existence with multiple sclerosis—

like lesions in Chinese. Mult Scler. 2008 ; 14(3) : 418-424.
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1.5 | SPEAALEPE RN i 9% (ADEM)

10

M=

SEEEN S (acute disseminated encephalomyelitis : ADEM) (Z{C3R1Y 7 HRAR AR R D
HHEED 1 2TH Y, WERTIEIAHTH 2. FI/NEORK, Fib, SR C RSN
LM RE 2R 5. MCHEEL, SHBCS S ERVPEIT2 I LEDHY, S5
TEALAE (mulciple sclerosis : MS) & ORI RIEL 7o 5. /ANBHIZ LS DREBI THRATT %
EAHER T 2 F VRS O, o 2R E LICHCRIERUCVIRE 22 b > TV b
LEZLNTVS.

Wi
ADEM O FZWiE FICHIRERH MRICH T 2 WETRIICLY, Z2oBE#HEPHCINE
ADEM OB Wi EHEDHI 6 T2, AR AIEE B OB 78 WS HAE D S MBI B T
Horll, BATHMATERLCIENSH2 2 L, 3E 3 2 A LI CERRA - B{RAFIRD 72
W2k, MMRI THMM L RERRO L LR EVEEIIEINS. ADEMBIE? L 3 2
HLLERE L rcfgic, HOCADEM (PG L e CHHRIIEEEIR 7 24 2 b DX %41 ADEM
(multiphasic ADEM) £ 734 E 1% . B ABIORFZEBIC KT T 2 BIRE LS M2 AR L 7w,

¥

¥

B &Y, &Yt ADEM, 7 2 5 v ADEM, $ERETEADEM L b LS LG,
/NS HE D ADEM @O % { X &4t ADEM & L < 137 2 F v itk ADEM T, %%
ADEM DH#EFEE Iz A7 W2 —J5 T, AT IR ADEM 2358 2 1408 ieth
ADEM A v 7wz v oA v A RRBYA VA, BBV A VA, K - witlkigE v 4 v A
(varicella zoster virus : VZV), EB VA /v A (Epstein-Barr virus : EBV), 77/ U A VA Hifi~ov
RAGANVA, HA P AT TA VAL EDOT A VAHERE L THESATV2Y. $70,
A AT A2 e R Ay X — EHEEL EOREMED L ADEM Z 572l 957, U
2 F vEREBADEM X, A Y7 VI U, L bR — U A VAT I F D2 OTEL,
=HRAEDPT V2 F v, HI=ZMIESMMRY 2 F v, FEOAVAD 2F 0 AARRNED 2
FUREDHELH B,

bl

HARTEADI0TADIE) 04~1.0 N\OFIETEHET 2 EEZLNTV 5. 2004 425
2007 44220 THEM S NIcEEESFHE T, ARIFO ADEM RBAZEX 0.8 A/10 A L HERT
st BaEEn, REP 10EUTONET, FYEERE 6~7HET2ME L H
7. U rF UL b ADEM FEMHEEE, 10 5~100 HHEAEC 1 MEETH Y.

BRI

ADEM TR BB OIRE S FEF LI A U, SRR S e GER, Bl - W, 58800 L),
AR, Bk, R ORAEEIRS, TEIRE, FRESRKEL Er LTV
F1EOFEBITEAED? G 32 AU - THRD 2 33 » O PR 2 - THET
HIENHY, CTNORE b LM ADEM EIEh Y.
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BREMRR

J MRI IR 2 fpol b LTIl e I Bt T2 g T @B 5 mAE» %571 5.
GRS ERRE T T2, LI LI ERHE - EM L EOIKEE I b I
T2V, C2ANOBBAMELKEDOHEIREN ST 5 2 LS00, mass effect ¥ T1
BETEET A2 L@ADVY FEHRZER LIELISHEEETHEOG 22T 2", HoMo
AR =U s (G #EE MRI T, BHEORECRECHESR 2R 5 2 LS,

SR IR I A MER O BN C R % 232 (C-reactive protein : CRP) -7 DR
FEFTRZED 2 2 En% e BfAT R T X EEREMOMIBENE S, %82 ERDBAL
N, HERTEORE FRSHm I =) VIEREx R (myelin basic protein : MBP) & D [ 5-
PRSI EYDHDL. F) T —F v IeG 73 I (oligoclonal IgG bands : OB) XA EEETH S 1),

ZHMEZ &I ADEM O—H#T, i3 =Y 4V IT7y Fad A MEL 32 (myelin
oligodendrocyte glycoprotein : MOG) LKL RIS 415 ¥ P MOG ¥Hifkld ADEM %5 2 2§
RO H 2 IREEE AL L TIER SN TU 5.

al - Pk

SUEINGIE O —#RIX, A7 w4 ¥ (intravenous methylprednisolone : IVMP) TdH Y,
% DREBIE 1~2 2 =D IVMP T O 2 Rt HB 6N 2. 27 a A FIRFUEOEGIC
HE 7w T K EFEIFE D (intravenous immunoglobulin : TVIg) <2 Ifil % 28 # & % (plasma
exchange : PE) OARIMEHRIZS LTV 2 'Y B ADEM % £~ 2K S, FHhix
BEUCQRHFTDH .

I ek

1) Krupp LB, Tardieu M, Amato MP, et al. International Pediatric Multiple Sclerosis Study Group criteria for pediatric
multiple sclerosis and immune—mediated central nervous system demyelinating disorders : revisions to the 2007 definitions.
Mult Scler. 2013 : 19(10) : 1261-1267.

2) Murthy SN, Faden HS, Cohen ME, et al. Acute disseminated encephalomyelitis in children. Pediatrics. 2002 : 110(2 Pt
1) e2l.

3) Schwarz S, Mohr A, Knauth M, et al. Acute disseminated encephalomyelitis : a follow—up study of 40 adult patients.
Neurology. 2001 : 56(10) : 1313-1318.

4) Tunkel AR, Glaser CA, Bloch KC, et al. The management of encephalitis : clinical practice guidelines by the Infectious
Diseases Society of America. Clin Infect Dis. 2008 ; 47(3) : 303-327.

5) Pellegrino P, Carnovale C, Perrone V, et al. Acute disseminated encephalomyelitis onset : evaluation based on vaccine
adverse events reporting systems. PloS One. 2013 : 8(10) : e77766.

6) W K, FHRBOKER, B OF. RPENC R 5 /NBAEREENE R %, SRMEELEO IR, N L FE
2010 5 42(3) 1 227-229.

7) Kuni BJ, Banwell BL, Till C. Cognitive and behavioral outcomes in individuals with a history of acute disseminated
encephalomyelitis(ADEM) . Dev Neuropsychol. 2012 : 37(8) : 682-696.

8) Huynh W, Cordato DJ, Kehdi E, et al. Post-vaccination encephalomyelitis : literature review and illustrative case. J Clin
Neurosci. 2008 ; 15(12) © 1315-1322.

9) de Seze ], Debouverie M, Zephir H, et al. Acute fulminant demyelinating disease : a descriptive study of 60 patients. Arch
Neurol. 2007 ; 64(10) : 1426-1432.

10) Callen DJ, Shroff MM, Branson HM, et al. Role of MRI in the differentiation of ADEM from MS in children. Neurology.
2009 : 72(11) : 968-973.

11) Yiu EM, Kornberg AJ, Ryan MM, et al. Acute transverse myelitis and acute disseminated encephalomyelitis in childhood :
spectrum or separate entities? ] Child Neurol. 2009 ; 24(3) : 287-296.

12) Elhassanien AF, Aziz HA. Acute demyelinating encephalomyelitis : Clinical characteristics and outcome. ] Pediatr
Neurosci. 2013 : 8(1) : 26-30.

13) Probstel AK, Dornmair K, Bittner R, et al. Antibodies to MOG are transient in childhood acute disseminated encephalo-
myelitis. Neurology. 2011 : 77(6) : 580-588.

14) Tenembaum S, Chamoles N, Fejerman N. Acute disseminated encephalomyelitis : a long—term follow—up study of 84

5. SMEWCETERN R 2% 11

i’
7
1
i
1R
#
i
£
#
i
i
Bt
|
&
&
#
=



pediatric patients. Neurology. 2002 : 59(8) : 1224-1231.

15) Ravaglia S, Piccolo G, Ceroni M, et al. Severe steroid—resistant post—infectious encephalomyelitis * general features and
effects of IVIg. ] Neurol. 2007 : 254(11) : 1518-1523.

16) Lin CH, JengJS, Yip PK. Plasmapheresis in acute disseminated encephalomyelitis. ] Clin Apher. 2004 : 19(3) : 154-159.



1.6 | SEREMrIE A G 9% (arm)

3

LRI IERHEJS (acute transverse myelitis 1 ATM) (&, HFHEEE O 1 28 L 3BEEICDbIZS
IKEVE - FVE O SRR AR 2 e »Y, StE (Besi~ %) (Bl 2 E % ©
5. BIREVE, RGN, BEURBLERE L EORRET O, FEAHO b OKEEME M
SN5. BMECHERMEOBTRES S 10 TRECE, MBEESLEEEO 0D Y, VL
TH o, ATMIZEFRAL LU M EB) RS, SRS E 227 5. 78 MRIL B#E
BRIARAE, MRS EXBMICAMTH L. HEE LTI, X784 Frv 283 (intrave-
nous methylprednisolone : IVMP) % Ifl###+{L#{2: (plasmapheresis : PP) 7% £ %47 9.

o

B

T RERE T PR AR S T D 2 W O SRR BN, FRESURES (RmHE) SHRF (RE) - EE)
DEEL E2 AR L VMoo L, FRMZREEIEIE 17 - T, ERHIH Y 6 DR
L, BEEECENEREEOFREMHRT 5. 3 612, FHERE MRI THEMHERZE DL
ZRRALL, MR B R CIR R B E T2 20 b ORERME ATM LT 2 (R 1)
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il
1R
#
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#
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#
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RE
WishlE, e, B L 2 OEBEE L EXT o N s, BEEESRIImEEOER I L A
MR BERE DI B T H 2 V.

g

FERESEEE XA 100 T A E~20 A TH 227 SR » o B & TIEE L BET 525, 10
BE L 40mUBIce—22H Y, B ANEA R, M EHELED LV ES R
B, KIFTOERBIAHTH 5

BR PR 1%

BRI~ %0 H 2 0 THMREB D B HBL L, ERPEIRT 5. 4 BN T 256
CRMEEOERZE ) NS ThHY, 7021 HHLU O 2 ETH TR, BEIERESH
BERE RSB AR AP O W REPE 2 Y IR S AE 2 O, RO L U B 25 BATI S IR A
h, PEREEES BT 2 L v yfRe L 2EFAVZ G, BREEERPEII LD 6, Mkt
RIEEH S HIRCFED DT OGN EHEL S DED», HESHT L) LEFEHRL 5. EHREE
E—D 2 EIHOTBEFIETCAEZ Y, WEOMETIC L D EEIEIED. 32T X
R CHERF S S, JPRNEERIRP, S O CREL LOBREREE 22T 2.

REMR
a. i MR

TEE IR COREER OB BEIEIE L, T2 Mg CHES 2 21 57, KFH T T2
SRR R T BRI EE T 2R, T1EHAEG TS 2 L RRESOBTHERZ R T.
ARY) =04 (Gd) ERNEZ LR ECREY, BAEHC S EEMRPBEDL I E¥HS
VRN X HEREIERR IR L, T2 MER TORES bHihd 2 WCIXTHRT 3.
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®1 | FRESMHEMETERODMERE
EWREICERT 3RE - Bl - ARRERSIBnoND
AROWEMIES 2 VIFERDPFET 3 (BT LORMHITEARL)

ARG BRREEED LALHEET B

AL S DEAMFEESERRELFETES(MRI 223310557 4 —)

EHAOEENTHINS (BRMEES - 8% 19G index £R - Gd EEB1E MR B&o W hd)
E)WITNLEEDSEIE, RENS 2~7 HEOBICBREZT 2

6.4 EEH S 21 BOREICHKIBHAIZET 5
E)RDHE Y LIBELDH D

7. BR45VER
BRAERERE (LM K=Y X - R—=F v MRF - Sjogren FEMREE - SLE - MCTD)
BRIE(BE - S LK - HIV - HTLV-1 - 4375 X< - HSV-1 - HSV-2 - VZV - EBV - CMV - HHV-6)
MS IZAEY 258 MR - REFEXDBEE
10 FEUROBHBEHRERS - a1 B MENIRERE - SHBRIKST

u—y

A WN

SLE : systemic lupus erythematosus, MCTD : mixed connective tissue disesae, MS : multiple sclerosis

HIV © human immunodeficiency virus, HTLV= T : human T lymphotropic virus— 1, HSV : herpes simplex virus

VZV : varicella zoster virus, EBV : Epstein—-Barr virus, CMV : cytomegalovirus, HHV-6 : human herpesvirus 6

[(Transverse Myelitis Consortium Working Group. Proposed diagnostic criteria and nosology of acute transverse myelitis.
Neurology. 2002 ; 59(4) : 499-505.)

b. MEBRIRE

FIEMERREDOMILCEHTH 5. SEZ ML D BN, Aett, BIEIRBERE T, Mg
HAEREM ML, &y 327 38BEESA, IgGindex LA T2, A Y) 32w —F v
IgG NN <olig0clonal IgG bands : OB) Mkt TH I, ZEVEMALIE (multiple sclerosis : MS)
DRFEAERT H 2 WREMED I LT 5. EHED 5 XM EO ERN 2 & 2 F3AE T,
%, IgG index D L5 OB X7 L1 L,

c MRRE

KEOHCIUR BT 2 7R ) ~ 4 (aquaporin—4 : AQP4) UK, L SS-A/Ro Pifk, #HL SS-B/
La fifk, $LDNABUE, $1Y VIREHUE] BMAESLIE Y A v AFUEEO R 27 ) —=2 7 b
P RATT 5.

Bl FiE

THENI I JAE 2§ 2 70 2 IVMP T h 1 2% ARG T2 PP (Mmesch, e
W) ZREATT A7, FOIE D, S R EER O RHEBRE 21T 5. EBO 1/3 13 BAF
MR 2R L, 1/3ZEREOES) - REEERERL CHET 225, 1/3 TREELSTEESHE
REEENHZ LY PHREGFGZETELT, HETHD I L, B - ERREESKA~EE
DI THAMIIRIET A 2 L EPFET o, ARKFE L TEEMSRE SEiiv v To
EE RS, AR NIRBEIE D 14-3-3 XS BMR ENH B,

I ek
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Neurology. 2002 : 59(4) : 499-505.

2) Berman M, Feldman S, Alter M, et al. Acute transverse myelitis : Incidence and etiologic considerations. Neurology.
1981 : 31(8) : 966-971.

3) Jeffery DR, Mandler RN, Davis LE. Transverse myelitis. Retrospective analysis of 33 cases, with differentiation of cases
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5
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7)

=

8

9)

associated with multiple sclerosis and parainfectious events. Arch Neurol. 1993 : 50(5) : 532-535.

Young J, Quinn S, Hurrell M, et al. Clinically isolated acute transverse myelitis - prognostic features and incidence. Mult
Scler. 2009 : 15(11) : 1295-1302.

Brinar VV, Habek M, Brinar M, et al. The differential diagnosis of acute transverse myelitis. Clin Neurol Neurosurg 2006 :
108(3) : 278-283.
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response. Neurology. 2002 : 58(1) : 143-146.
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1.7 | XA AE 3 A B B E (CCPD)
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mE

AR - KA OB E I A — =5 T T2 20Dy, ML 1 DORETDH 57
REEDE 2 64, KK E A BLHEIE (combined central and peripheral demyelination : CCPD) &
KIS ND. Zee 5% 150 BIO LML (multiple sclerosis : MS) FBE D 5 B 13 f 23 FK kgl
RAERE R L, 4 PIPBEEARY) =2 —n S F—2@o 12 L% L TV 5", Bouchard &1
100 51 O 1% 1% 4% 58 M B B 7 25 ZE R M FE 95 (chronic inflammarory demyelinating polyradiculoneurop-
athy : CIDP) BHD 5 Gl PAHRHER 2 2 T 57, 2 ofl, 44T O CCPD D
HRaN20HTH- 170

B

2014 # (2 ATb i CCPD HAZENE¥FA I & 5 L7, WEM L5 i 2 OMRI LB
Ol T2 EESHERPHL L BTRICHED 2, Do 0B MRI 2 CIHESFRE
{7 (visual evoked potential : VEP) THEEZO 5, QKRS T 8% T 2%
B b, OEEEENHO 2 TLE, LED TV,

¥

eS|

CCPD A3 HLAZ HAR PR a1 8 & AR A PRSP B RIS & PE L 72 & DA, HpR e
LORAEARR Sl U 7c H PR CR T 2 S0 RE (DR T 2 R LEBFELO» AW TH -
72, 2013 4F, Kawamura 5 (& CCPD &3 7 B 5 IO Ifi{E o (2 PU neurofascin (NF) 155 Pifk
WAETET 5 2 E R R L, AR - KIMEED 5 v © BRI O 27 7N 3@ T
% NF155 2 ¥ S/ BHUCHETH 2 TRl 2@ L T0 5 Y.

B

SR ESE R D o T v, EENESFA T 2007~2011 fEI252F L ICHER 2 /R
1,332 gk ioxt LHADER S L, CCPD 40 Blps R s ure”. Baltla Bk 11 4, otk 29
B E LB TH Y, FHEIEEEIE 31.714.1 5% &£ B EFETH - 12,

BR PR

CCPD 40 BIOFFRIGESR 12 & 5 &, WFFERIE PHCRRER, RRARER, AR 0
HWHFEIEIX, 224 39.5%, 39.5%, 21%TH -7, MS @ McDonald 24, European
Federation of Neurological societies/Peripheral Nerve Society (EFNS/PNS) %74 N Z 4 2 & %
CIDP @ definite criteria % i 72 THEFIE 2 11 £ 41 67.5%, 87.5% T H » 7. MEEMRIZOVT
BEET, BEREZ 90% LTy, SETE 47.5% 80 1. 2 Didh, BhEEL
AL O IRAREAEIR 2 43.6% 2589, TRARETE 47%, BEREIEIGREE % 44% CFBo 7o, PR E
X 3plcAa L.

REMR

PUPUIR, $0SS-A/Ro FLfk, #USS-B/La HUfk, HubFrhEkiifls Eouk, 72 7R v 4
(aquaporin-4 : AQP4) HifhZs E DB TR G, B OHL NF155 Huk o Bk b 7«

Hed o1



LIENDHY, BWEEHTHLYY, B K v 2 HIZ LT 2 DS, RERTER Y
NI R RS . A T ra—F v IgG 73 I (oligoclonal IgG bands : OB) % IgG index
FAREAD LA, MRI TRARMSHEMRELEZRD 2 2 L0, R/, St
RECREPLE T 2L 8bH Y, —HTRA N = (G WEFIRPHEY . KRHRERE
M T, EEHREOIEEEIE & F BB RERD K & SHE LA N, EEMRIHEEV S F
WHHFEOKT LR TR 6N 27, (FH 7wy 27 REBRS P AN I EH Y,
BEMEEEMERT XEEE R N, 10, HEFBIENM (visual evoked potential :
VEP) THRESMINS o 2L 45, WP mitEc RE»EL 27,

al - Fik

EEEFHEERICL D 7), A7 A Fov2#EEE (intravenous methylprednisolone : IVMP),
A7 A FHARGHES L, REZ R 7Y v KEFFRD (intavenous immunoglobulin : TVIg)
W ENE I 83.3%, 75.0%, 66.7%DIHFHMA IR L 1. MBS (plasma exchange : PE)
DERZIL 875% L HVCRIRERLIC. —F, A& —7 21 B (interferon-p : [ENB) ik
2L HETFHRIRIE 10% M, 3BEHE L Tvre. EEHEE R E Hughes functional
scale grade # FJ\ THiMil] £ GO 2 a7 2 LT 2 L, % OIERITHE R I EBERRO
WEDHEREN TV 5.
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M=

RSP R 2% (idiopathic optic neuritis : ION) &, HLAfFELZ FIETRZE " & b, SR LA
(multiple sclerosis : MS), AL 55 (neuromyelitis optica : NMO), Z2MHHEEINEHEZ% (acute
disseminated encephalomyelitis : ADEM), [BJE7 (2 BA L 7O R R, BISIERZIE U & LI
YefiE CRMEARAEE), BIIRJSMERR MESIARE, BB, v — vz X U b L 7B RS
TR, HARBRARE L E2 RN LIS L O RIER. SWEDIEA Y 6, FLEIFEZ &6F7
AU LB R R IAR 25, FLEHIFIE A3 70 1T AUS BRI 28, MBS U 290 23 Tl ~ XU A
fBge, BUAMRERE (2 S A R T USRI () KL EDDH 5.

il

ARG U CXMARG, OHMREERE (BErRs, HHRY, 0REy), QIRSLESE, M
K9 A ST REFLRC ST 2% (relative afferent pupillary defect), @7 ) v —EICT 23, K
A THIMHRE I SER A PHEN S M 2 54, B L2+ 5. MS ® NMO % ERED
JEUR & BRAE L et e %2 ION LT 5.

mEAE
ION TRERPEHETELG, L2L2DIEEA EIZMS bR oSSR © 56
HtEZLATLLY,

BE
BRI F5 1 B HERT BT, AERZSERE R AANL 10 FAR 1.62 A, & A0 10 HAXS

103N, Blid1:122 ThsY. 14~55 D HEED 66%% 5o, FHEH» o HEM %
k\2>_

BRER &

ION D% { 1%, FAE~HAEMICHAE L, REGESFE L HBRREEIRET, © bW i
R MR EY OBKRGEE 2T 5 2 L% 0. —IBOIERIE MS ~ERT 2. —7F, JEHE
LAY OFFBL (S0 L L, 12T <, MMFERRE SU0ER, B EEGER S,
FEOMMRESE, 3EEUNTOERBEOZ LS, 2 BHD L ETEORE, BHELFTE B
R, FIEE, EHOMMAR L) #AT 254, NMO X 72 OMOBEE 2SI b > geis
HY, Ly, FEHESEETELCLS, BRI RETLEND S,

REMER
a. BERE

7 - B - IR, LS TEN (visual evoked potential 1 VEP) #RAL (P100 # L E DA
#), T UBMIERT (optical coherence tomography : OCT) #RAE (REfSTREAAEE i b H4E), H
i MRI A7 (short T1 inversion recovery #:42 & 2 AR TS SIRZE S, T1 5hil Wl (G NR I 0 3 8
AL A IEBIE RSN EOREE) L ERITC, WEDRERZW S 2T Y,

Hed o1



b. RERE

ION ZBEANZWLETH 5. FIEE L BEE (AC@EREs £) O, B - B -
FHEMRI#eAE, $17 2 7 R Y ~ 4 (aquaporin—4 1 AQP4) HEZ X U & L FCilii H Chtfkk
2, R SPERRAT, HUIRBRREREMRA, L0 U TR AR B FREL E 2170, MS,
NMO. ADEM, B BIE L Fomiete B, SEiitiE, BhIRJevE sl aitte, UK
BRALRE, BB, MRS £ R R Y

Al - Fik

R PR 22 0 AR B 5 5 6Kk O % it ik 4k [ R 3UER (optic neuritis treatment trial
ONTT)¥ L ﬁiﬁ@ﬁ%ﬁﬁ T, A7 w4 F23v A (intravenous methylprednisolone : IVMP)
BHEREOEEZ B 55, RPN LHEEED bhxr -1 U EZ%ZU, ION O
Y S E PESMARIER Z2MET L 70 LT, TON AR & (& SO o R O LA I D BEAE
P, HFSREICT IS & 2 HEATGENE (activities of daily living : ADL) DK Fah L, FEani
BREOUEZ HIYIZ IVMP 21TV, 2 OBROBREBOREZHE T 2. SO RIE»Z L
Wi B JRMEIRHARE RO D 2 BE, NMO & EOW MR % 2, BHOREL %
79

ONTT (2 & 4UE, FHEH 5 10 1212 1.0 DLEOBIT & & SIEBIX 74%, 0.1 LT X 3% T
H o1V FEEIL 35%DEGNC 2 Y, MSHEBIC S5 72¥. MS O SR I 10 4£7 T
38% Th- 1Y, RIERE, MRFEOEFET RO, POHROBEMEEIOMAE, MRIRAETO
BN EE IR DA MS DIERINT T H - 7o',

I ek

1) Toosy AT, Mason DF, Miller DH. Optic neuritis. Lancet Neurol. 2014 : 13(1) : 83-99.

2) AR, ANl B, OREHG, b RAEC S0 2 RAREOHE LROBILC oL T HIREEE 199599
(1) :93-97.

3) Weerasinghe D, Lueck C. Mimics and chameleons of optic neuritis. Pract Neurol. 2016 : 16(2) : 96-110.

4) Beck RW, Cleary PA, Anderson MM, Jr., et al. A randomized, controlled trial of corticosteroids in the treatment of acute
optic neuritis. The Optic Neuritis Study Group. N Engl ] Med. 1992 : 326(9) : 581-588.

5) Wakakura M, Mashimo K, Oono S, et al. Multicenter clinical trial for evaluating methylprednisolone pulse treatment of
idiopathic optic neuritis in Japan. Optic Neuritis Treatment Trial Multicenter Cooperative Research Group (ONMRG).
Jpn J Ophthalmol. 1999 : 43(2) : 133-138.

6) Gal RL, Vedula SS, Beck R. Corticosteroids for treating optic neuritis. Cochrane Database Syst Rev. 2015 : (8) :
CD001430.

7) Hokari M, Yokoseki A, Arakawa M, et al. Clinicopathological features in anterior visual pathway in neuromyelitis optica.
Ann Neurol. 2016 : 79(4) : 605-624.

8) Beck RW, Gal RL, Bhatti MT, et al. Visual function more than 10 years after optic neuritis : experience of the optic
neuritis treatment trial. Am ] Ophthalmol. 2004 : 137(1) @ 77-83.

9) Beck RW, Trobe JD, Moke PS, et al. High— and low—risk profiles for the development of multiple sclerosis within 10 years
after optic neuritis © experience of the optic neuritis treatment trial. Arch Ophthalmol. 2003 ; 121(7) : 944-949.

10) The clinical profile of optic neuritis. Experience of the Optic Neuritis Treatment Trial. Optic Neuritis Study Group. Arch
Ophthalmol. 1991 5 109(11) : 1673-1678.
11) Beck RW, Arrington J, Murtagh FR, et al. Brain magnetic resonance imaging in acute optic neuritis. Experience of the

Optic Neuritis Study Group. Arch Neurol. 1993 : 50(8) : 841-846.

8. IR AR I 19

@
7
1
s
1
##
&
%
%
=
i
B
&
&
=
i
=





