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At 20Wdof] AR oA 3k (multiple sclerosis, MS)
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MS (relapsing-remitting MS, RRMS) ol|A] t}efsk =4 ]

1)
l

uf

F(immunomodulatory treatment)] FraAdo] B EL Q|
I, NMOoIM = A A (immunosuppressant) U TAZ
EAE o835 eEA Y (rituximab) o] AP o X 2412
do] k. E AoAd= MS9F NMO
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1. CHErd ZekS R=A| 2 2 LA

1) 2 2 CHEPI7E S (relapsing-remitting MS, RRMS)

(1) Ocrelizumab (OPERA I, OPERA II)
Ocrelizumab-2 B A|22o] WHl ¥ CD 20 S o=
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3= A A== 17k @l F238) (humanized mon-
oclonal antibody) 24 B "@Z7E IZAFIt} Rituximab
£ AR CDNTUL B0 3T o}, F4 AET
71 g ©LdEFE3H4|(chimeric monoclonal antibody)gl=
o)A ocrelizumabi®} x}o]7F ¢t} 2011 2208<] RRMS
E o= 485 Bk 72k, ol A, f1oF thaT, A2
AAIE o] Z o Qo3 ocrelizumab 600 mg,
2,000 mg Fodi IM interferon beta-1a (INF-beta 1a)2 2
LRRol(1:1:1:1) 485 B9t QP dAldlo] WA= SIzkA
W& (annual relapse rate, ARR) 2 *2}7]3- 78 % 3-(MRI) 2]
T1-Z3=7% ¥ 42 H]2A] ocrelizumab F-ofw-o] ¢Jek
T |} INF beta-1a} H]wsle] f-2J81A] Y ARRS H.9
A 2GS W o] ZAE Bt HIE ©Y] Balo]R]
9k, SOk T NF-beta 1a 7ol Atolell fafiAba] Aol
oJgk Zpo]7} AT
20151 ECTRIMS (Barcelona at the Congress of the
European Committee for Treatment and Research in Multiple
Sclerosis 2015 meeting) oA ocrelizumab®] A3A4AE A
Fgo) Eli’i{—tﬂ OPERA 17} OPERA 1= RRMSE th3
©2 3} Ql2odTrolth? OPERA T (821%8)FH 1T (835™)% RRMS
FA}= ocrelizumab 600 mg Fof3} SC INF-beta 1a £
TO 2 o] 2WA) ARRS FFE 0 2 A3t Ocrelizu-
mab F-ofito] INE-beta 1la Foitol] H]&] ARRZ} St
(OPERA 1-46%, 11-47%). 125F 7o 7138 (confirmed disability
progression, CDP)-2 ocrelizumab F¢Ji7-0] INF-beta 1a X
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o folal 918 FHAE B YTHOPERA 1-43%, 11-37%). T1
Z9=7} ¥ 45 ocrelizumab F-od5%0] INF-beta 1a¢]| H]
3l WREIL(OPERA 1-94%, 11-:95%), M2 WH 4] THAhm

mab FJ77} INF-beta 1a0] SARIO ], Fojdaulso
ocrelizumab $-¢J30] INF-beta 1a EolH T} =9tH34.3%
vs 9.7%)

(2) Daclizumab HYP (SELECT, DECIDE)

Daclizumab-& Interleukin-2 484 2] o-chain(IL-2Ra,
CD25)& A0 2 3= 78} B FEa A o[t} 217 0]
T AR gigh oiEAo g FRlEon, ArPAY
Ak} L2584 9] ARAA 7} A HA] MSE oz
sh= T R H e}, 2013 60078 2] RRMSE that
02 527 FRb Xlayet F21k9) floF =, A2 AIE
(SELECT)ellA* th 277} 8| 3LA] daclizumab HYP F-ojto]]
Al frefsiAl kg, MRI9| A 22 W Ay, el H18)(CDP)
o] Zx27F BaEQdel. H 2015 18417H9] RRMS A2
do = 1447 Bt Aldeh F-249), o5y, Ed-ti=x,
AR3dLFAIF(DECIDE) o] ¥HE =9 o™, daclizumab HYP
=023} INF-beta 1a IME}S v w3kt o714 da-
clizumab F-odo] INF-beta 1a FoT-HU} 45% e 27k
APFE 54% e MR 84 HRE RO, 125 CDP
M= frefgt ztol7t gldet. 7, o 1kpx]e] A4

222 daclizumab -l ©] Zo] vrsIQIT)

(3) MT-1301 (MOMENTUM)

MT-1303 =842l sphingosine-1-phosphate type 1
(S1P1) ~&A Z=HAo|tt, MT-1301-2 w27 ST =
(MT-1303-P) thAtE| o] S1P18] 7|53 2| =] 285t
RRMS2] A EA|Z o]n] FoIke fingolimod HA] SIP1 4=
/A AgAlolv & ojEH o8 M fikeh=t, fin-
golimod$} &) MT-1303-P= S1P3 8- 2s}lwr} o
A, AR M) flde] AL FloR oA o|R&
AR T2, ol T A, WA B loF vt QAT
(MOMENTUM)7} 2015 ECTRIMSoj|A] H.31%|3ic}” 381742
RRMSE thAto 2 sfod MT-1303 (0.1 mg, 0.2 mg, 0.4 mg)
Fofr flokrg U= 245 St tAtE 9 =9

7 %2 Selsken. 1 A% slekew vl 2
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7F ERE MT-130150] FrefspA| AaL, AAtE s
1301 0.4 mg Fotoll A frelsir ZHastoit. BE &l
A A SRIEA] gttt 7P &R freldee Fet
3715 A AOIAAL, e Fahg-2 Al A] edglet

(4) Autologus hematopoietic cell transplantation
(HALT-MS)

A7} Z2E A o] 2] (Autologus hematopoietic cell trans-
plantation, HCT)-> Ak 201 F<F MSollx] A7t=o] $kaL
AAFFMEL] AA} FA HAAA L] HF(rese & 71
o= st} 2719 PFATEL Aol7t 4FE3E] z18gt pro-
gressive MSE thA}o 2 &le] 31828 oA A (high-dose
immunosuppressive therapy, HDIT)2} ®Hals}e] HCTE A
3t 159e] mUEE A d58de] frold s o] B
2x)o], RRMSlA HDIR/HCTX| 2 &3] thak d77} Azt
HRIe}. 201549 EE ST, ARYFAT-HALT-MS)E &
vH#] Q] disease-modifying therapyol] A3 2574 2] RRMS
= oz Al3ER o™ 11} 7} WM<(primary end point)
= AP, e EA(EDSS >0.5), A, 270 o] de] AlgA 28
F MR © 2 31}, oF 3\ d 4 Al ellA] 249 % 78.4%
7} oAk AFA(event free survival)o] I, o1& = oF 90%
oA XlgPo] glglom 86%elA] Aol §lltt HCTS 2
o7he B 31 o7 o] A Al el 2kt 19 o] Abgo] 3l
Rom, 7hdF oI ot ¢l © A YSH HDIT/ HCT &
7] SAEI7} AT WAl x| sl Aafgh MsehAt
o A X mARA S| 7hs/do] HolA|ek, 71 <l
AF7) o s 2ol

|
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(5) Alemtuzumab (4 year-extended CARE-MS 1I)

Alemtuzumab2 CD 525 910 & 3l 11s} ddE=
3t A ZA, =8k T |29 B 4275 47|14
AEEZ Aoz 7142l 85 WY (adaptive immunity)
o] HistE f=gith A2 dAIR el INF-beta 1a9}t H]
A] alemtuzumabo] 51 g2t $-9]9] &35 Hel Z& vk
© 2, 20128 o] X5 W o] gl 19578 ] RRMS &
A o2 g A3QVIAIE AIHCARE MS-1)7} 3t
}.® 213 Zot alemtuzumab F-0J520] INF beta 1a o}
o vj&l vre AHFE-S B o]|3L(22% vs 40%), Aeko] =

B (78% vs 59%)2] H]&o] =34t} CARE MS-II+= EF%

ro o



Az zAx gole B15ta H2 Ado] 9 RRMS 3k4k
1,0468S o2 alemtuzumab Fod+3} INF beta 1a9}

B W3FIL)” CARE-MS 13+ §-A}51H7 2w %01' alemtuzumab
Eo]Fo] INF-beta 1a0l] H|5)] Yo A-E-S H 931(35% vs

510), Aol gl AN (65% vs 47%) 2] ‘ﬂ]?-_rol =9k F
PEeE, 7, Eavtas 9 A 7ol el f3l
ko 2 BuEQch 20159 4d9] FH-E niglo 2 3lof
CARE-MS II Extension Study 2%} 21 %904, CARE-MS
oA alemtuzumab2 Fof ¥QIE =S thato 2 319
o}, 27] 23 9] (v 13] 5 12 mgFol+ 1271 F v
T 13] 33)E Fof W Algho] 67.7%, F7HH o= 13]9]
FAZ T whe Abo] 24.206, 7.4%014 232 T o] 1kgk
o}, 3R] 68.4%CNA], 494 69.9%0114] 22 &4 o]
MRIGIA YERFA] @9ttt o] 3t alemtuzumabo] &4
ol Msilexﬂolrﬁ 3-4»ﬂ77};<l A71A A7 mAE 7|dhe)
B

=

(6) Teriflunomide (Nine-year follow-up of the TEMSO

trial)

Teriflunomides= dihydro-orotate dehydrogenase®] A€l
2 AAAZA], T AIE 9 B A9 F21& vt 370e] 7
2] 910k thz 9 771 RRMSOIIA Al =9 o1 ARR,
Aol & MRIS] B4 7Har} EelEdeh Y 2011d R
© TEMSO trial- & 21d 52t 1,088 2] RRMSE thdo 2 &
AT ZEA, 201613 TEMSO trialA|dE8 3 73 F7193% <
FAT7E ERE A TEMSOST] ok 930 (742%8)7)
Toll e =9om oF 1905 F-ol] 63% (46878) 2] $AF7} ter-
iflunomide S FrAIBFAT,. fraflah8-2 4] 35, 34, oF
obAle welpket, walT 7k ol HiLEglont TEMSO
eiol 25 vis} efeich. o 10} ool 228
o FRBA, ARROI} 29 27
flunomide & W $hA} ol A] ZHAEFQAAL v *Jﬁﬂf—_ Al
SJ53}, ol 9 247 REE QFE e FAEI,

Jut

(7) Fingolimod (A Post hoc Analysis of the TRANSFORMS
Trial)
TRANSFORMSE |5 ™87, 7-249], &/du =, A3
2 1 5o 1,153% 2] RRMSE tdo &2 3] Fingolimod
9} TFN beta-1la (IM)F-oJi-S H|13F A S 2 fingolimod
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o}io] IFN beta-1a F-olt o) $-919] bR a3=5 X
ek A 12} HrpEgeA] AHEEAZ7 (no evidence
of disease activity, NEDA) 73S =U3}¢] TRANSFORMS
e AR o] HIEIC " NEDA4E TS Aol
SAY A2 T2 lesion?] ¥, 6-month CDP3} & $]<0]
= A= A EHJ}. Fingolimod F-¢o] IFN beta-1a
Foftol Hlal foldhAl NEDA-4E RHE3FITH27.9% vs
16.7%). 11 o] NEDA-40)| =238 52 fingolimod T
<-0] IFN beta-1a 2] 28] e}

2) Ht 2155 CHEPIZISES (primary progressive MS, PPMS)

A PPMS SEafol|7]] $olnke oFE-o 9] o B RRMS
A SIS A BAIE o83 AR E] PPMSel] A&
Sjo AHgElo] FAT FoNABE AR PIEA A
3 o)Qit}, a2y H S EH ocrelizumab¥} 31-8-%F biotin
2 9573, ALY B X5 7Fe S BolFal Qirh

(1) Ocrelizumab (ORATORIO)

20151 ECTRIMSO|A] PRMSE tI%O=2 ocrelizumab?]
A3 HIHORATORIO) 7} BFEEQE) " 7321 2] PPMS
A= T} Ocrelizumab 600 mg Fofiro] 120F 52t
H)ul = ick, pPMSERALe] -9 Hekst Aoy BHS &
AIA717] o HaL A&EH 02 A7} Waetr] wiel 7
o] X184 (CDP) H|-&-& 7} W= A8t} Ocrelizumab 5o
o] 9IOFERT} 125 CDP7} 24%, 245 CDPE 250, 25feet
HPATEE 20% ST} 1205 APFA $lekt T2 3141
A% ol 7.4% S7Fek RE, ocrelizumab®] 7-¢- 3.4%
Aaston, AA wHHu A 9ok HluA] 17,.5% &
k. Ocrelizumab FoFg WS H2haw 9|okra} FA}
3191.0.1(95.1% vs 90.0%) 717 E3F B2Rg-o 329) A| ukg-
o]%Jt}. Oratorio 72 749 At 20147+ PPMS 4= U]
Ao 2 g ATE TN AeoE THARI ok S E B
I ATEA 2 ooz} qlekar & = Sl

(2) Fingolimode (INFORMS)

Finglolimodi= 74+ shpingosine 1-phosphate receptor
modulateor2A] RRMSEHAFA A E371 Y559 01} PPMS
FApollA ArEl Aol glgdek 2016 E3HE INFORMS
study%:—18 PPMS 32} 9705 tido & slo 3 o) ok
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T3} fingolimode F-ol-S 1:1 F2+9] wgste] =S
t}. Kaplan-Meier #-20llA] 125 CDP+= fingolimode E-&
0] 77.2%, $]eFrte] 80.3%<A ERl=|o] fingolimode &
SroA] fogk Eah= HEEA] ¢Eokth MRIGIA = fJoF
T H]A] F2l8H fingolimode F-olTtollA] 28 T2
lesion 71 2957 W o s Hlou HeiSol
A T oA fefgk abolrt gl Al Fh-8-2 fin-
golimode E-g50] oF 2500, $]okrollx] oF 24%0)A4] Eel=]
Act.

(3) MD1003

MD1003 (Biotine)-> HolalA| Eo} ol walsh= &4
9] BERIAZA, 7] o|A] AXd(aerobic energy production)
o] T-Q3k dghS- g}, AlHUR-ol| 4] adenosine triphosphate
o] fraX S7hs Erxst | A4 7S A1 A
A S FARIY g R AR EE AT
A BERRIARREA A8atA £ Ba(myelin repair) o]
Ego] B Ao o AR 20159 B AR (pilot study)
Hox] 2379] PPMS A4S U)o 2 -85 biotine (100-
300 mg/) Folsh o7 2 Al Aoliud AekIds Bt
= 37} kY 2015 ANN (american academy of
neurology) ollA+= 15478 ] 18§44 MS A& t o= 9JoF
iz A3 (Ms-spn) AE 338k Biotin 300
mg/Y Fofo] flekwyt HlaA] 9, 1270 CDPe| 32
Ho]AL} 25 ft timed walk testol|A] 20%¢] ©F=S H Y},
wpebs] 31-8-22] biotineo] XA MSEAte] ZrAlH ] A=
ARA 7P HF”

2. MLIEAE X=A| 22 LA

1) Eculizumab

NMO # RHelofA] AFAES] 2 g9 g5z FAHol=
AQP4-IgGHRF of 2} BA| s} F52Qlo] 5 =3
=4, Eculizumab2- Ik} ©HEE &) 24] complement
protein C32 F3MA|7 C5a9} C5bE YrolA= S v
Fatct, 2013 F7Y oflB] 37 (open-label pilot study)®' 7}
Al on 14782] NMO KA 6719 o] 23] o)
of AP == A 1 F9F 33] oo AhHE o= 4
T B 13 7H4 02 AAW eculizumab 600 mgg FoI3)
3L, 5FNE 485 7K 25 HA SR 900 mgS TR &

ol\
i
%
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14189] &2} 5 12904 1d 51F Afdo] gllem, EDSs=
430014 3582 TAHAT. 18X s HES(men-
ingococcal sepsis)o| TAYSFA o 2| 2 YL, TFE oFEat}

FRE e B8 BasA sk

2) Tocilizumab
Tocilizumabg IL-6 8415 B2 o7 1= QIke} v
FE FAZA Tl BEA AR A Wt o]
2ol AAZHAIFEZ ) castleman @ $Ha} 2o T E A}
Tpaeanels Ea gl Ao el 9ok, 2014 o
H) A& (pilot study) HILeA* 183 ~H 2o|=, dwst
% ¥ prednisolone, azathioprines-2] AR&-ol| &= E-1-5}3L A
W] A WA ANAHSARA 63 IO E, @ P
o 3 ¥ tocilizumab (8 mg/kg) & 1 E2F Fof A| ARR7}
2.93]0)|4] 0.43] 2 7FA38}aL EDSS B! 5ol 3745 B oot
201543 toclizumab@] #7] X5 &¥}ol| et Tekzted-
(37 307097 RuEdE,” gEA e 23 e |
g

?l_

AAA A 2] F ol = E-alaL Ado] R E NMO 34} 8
o7 toclizumab (6-8 mg) Fo & A LE] A 2

47de Bkl

3) Cetirizine

ST sA 22 A BT AR AlAIEE
T ol HoluAx, Gz 5l SAREG) Fa% o
kS 3t} Cetirizine S eosinophilQFAA| 24 dd27]
BAZ 20l vwgkon] 20159 ANNO|A 131H2] NMO 3k}
oo g o) A7rt wa ek dApts, A

P, Wk} cytokineE BIEgH 95,ES] WskE
SA3AE Wl 55 BE StellA] o713t Apdolut oFE
Bl Azl Fakgo] W A] ookt - Y] 4

54 37149 b Aat B dgelet,

o of N nZ wu

A=

| MSe} NMO©l| thgh B2 3771 3 =
i gle, 53] dee|etd deje] Ay Heo 7=
2 GAFEIAR s A2 FHAEA
w3 glok. Ms @ Aol 13k 97w
S22 ARRU MRI®] T2/T1 29571 W = Z4& W
U w3ta] o] vz}, ke MRI Hl Y o] AR, AR

N 2
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7A(NEDA) 5-& ©£4J8h= 23S Bt} o|#fsh thazl 4
o] AR el thak vAEE wol= AloR 7]EHQE}

O YFETR ARTA G ke e A4
4 gohg 2 4+ Sl 2VEAE 19 T 0l e
23 QPRTE B ARSI DA ek, NS
VY APES F2 W ool 292 %R g, B}
BE A = e 7t 4
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