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RAMBIRLWT " RAE (LR JEAL) « HE7EHERR R B ol e ) i
T, Hh AR A ol A UL ) £ 2t R A ) 2 A 54 24 h () LAY
) CNS Stk 4 PEMBEBIRT 014 , A AF 22 Rl LA % A 22 R e RS A A
BE2f e sk, B ZBRAMIR S B & BN 2 WL P 28 RGER A IR0
U, —SEREA MS I RAE R A B % J 3878 445 1 B RE 2K F 0
G o 00 S AR S A AR T IEE S AT, A3 6P R M
R OB ) B3R, BZ d 3FEE 3 24 b LA R 2 BER ARSI
A, e MS BRIZHT, EAEA | YR MR i LA E 48 K GiE5C
{14 ( % WL 28 R GO A TEA 5 7T LT A0 AL 6 20 B A% 4 3 #1) RL BE
76 4 HLLTIES ; 5 MRI G 2 A B CNS A7 16 RS AR IE 0 fh 28 R A
HEDR A JBE RS BEAT IR AR AIEDE ) ° 26T 2 WRAT B W 2 R A
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encephalomyelitis, ADEM) i ##,10% ~ 15% i JL#
MS A4 K45 BB Bl R 19 R, HEREXRT Lk T 8h &
MRI Fifi 15, 24 088 5157 4 5 28 o0 22 31 2 il R AE
ADEM #£RAE TS M MS'™

3. IGRIGLLREBAE (CIS) : (1)CIS §5E X : CIS
ZAEH IR R AER CNS 5 P 15 4 89 = 14 1 4 ml i
I PREEAAE o e PR L BE AT 2R B0k ST i) AR 28 4%
iR MR 42 H5 B 28 KL AN 1 IR 32 RS S BUW I
PRE (3 % AN AL 55 3T isi 28 LA AR B JCAb AR 42 ) |, JR
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a. JENEEREMN 1 o/d FFoG, #lki%E: 3 ~4 h, 3t
3 ~5 d, i R 25 Dh Re At BA Sk B Rl EEASE
U AT 2k R WUV o B A 0t ik v . b SR ™
HM L g/d TG, kiR TE3 ~4 h, 33 ~5 d, K5
Ak BB AR O, BEAS I 2 ~3 d, 2 120 mg
AR, ATCH F AR 60 ~ 80 mg, 1 ¥k/d, B4 2 ~
3 d, ARSEBR BRI | B A, R ST AN
Mt 3 ~4 JHo e AR A I AR e I I A R
JER B BB A AAE R (550 H BT A9 MRI 7%, A
PR B JE e vh i i y7 s o — £k 3R 97 . JLEE 20
~30mg - kg™ - d7", #BKEE3 ~4 h, K1 K,

@ﬁ*m;:;%e. cn

A5 d GRS LG v HARS R, 0 AT 4k 4
THMRKEH 1 mg « kg™ - d™', B2 K5 mg,
HEGEH™ . DR R b2 I &
AR, ATHRRCHR K e T vh i 1697 B4 T 1 AT R R Ik
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LS d 1 AYFRR,S dJE, RIS R, AR
HBUEHE A, R TSRS ARCR R R, v
SREEAGRAM 1 d, 53 ~4 J

4. VERSMBRAL K AR AR e Bl Al
FEURRT R AR R B0 57 T B4 R 5%
S REAR , (B A A TT R ARAE AR AR A TC % W kL
HBLG . WA A R R R — RS <24 h, (HAN
TOL T (AR AR ] A2 Ab T i R A L B [
FE TR B BRI R 2555 ) , W n] FpE i 24 b,
1697 EERIEBR S B R s R A , EATHABIRYT

L ERYT

L. 3697 B bR : MS W& SR , AT
DAEE il ss ik e O 8 H b, A B 1B 1R 3R
J7 (disease modifying therapy , DMT) ,

2. FENY) R E4 K E FDA b bl
HIIRYY MS (1) DMT 25945 10 # (K3) . HiiE
B 24 it W B E TR B et T DMT 2544
5% e ( Betaseron) F1# Lt ( Rebif) .

(1) B-TIER : A—LIRIT L)

I PRI B8 25 SR : OF5 % i : BENEFIT #F5% (A
HEHE) WESE, 522 BERIAH b, A% 28 e vT A B R AIK CIS
BHE VAR IKHHIZH MS (CDMS) 1 LA (45% Fil
28% ) , . 98/> MRLT, {f Skt 4 H AL T, kb2
BUT . REEIT (A G Bon, 5% RH L,
52 T AT UK RRMS (B4R & R 34% |, il 3%
WAHE T, A ECE 83% FI T, fiA AR 17.3% ,
AT SE 2R 5% PR E Jie [ 7 78 5% 95 Ty i ik 3K (EDSS) 3
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B, 5 B GRAR LE A5 28 e vl 2 R AR AR A
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®3 24 KME FDA #HEHE il iiRyT £ &M
REAL R BAGIE TETRIT 259

i BN i3k
—LR 25

{75&12@ ( Betaseron® | e 250 pg. H RIS,
’ T % B-1b) CIS .RRMS SPMS W\%}L}-l 2
hxg-vlliﬁ e CIS . RRMS ,SPMS 250‘411:. H;;Fﬁ-:ﬁ*r.
FIEL® (Rebif® , o

L% B-la) CIS RRMS SPMS  ““ ¢* fuf‘i ; U\
AVE"]E:‘: (F#IcE CIS .RRMS 30 p.% LA 5,
ZOAFA®  (RERRKS L ” e

1S S , BOF ST,

W gl s 2 ]
ecfidera® '; LG — T
¥ ('Ségfldimglﬁ;ll’ﬂ& RRMS 242 meg, IR, 45 H

fumarate ) 2%

AubagioQ ( ﬁim,&- RRMS

teriflunomide )

7/14 mg, iR, B H
)

RN
Gilenya® (% R 55fl 3 0.5 mg, CR, 5 H
fingolimod ) o RRMS 1

Tysabri® (JEfth kAT,

natalizumab )

=R

it 1 RRMS 300@;'"}5”'1 ﬂg(?bkifﬁ i,

Novantrone® ( K4G HEPE RRMS, 4 ~ 12 mg/m?, Bk
BAR, mitoxantrone) SPMS . PRMS n%i[r 4{;1 /\}] 1
A5 EBR B

i‘ﬂ]ﬂ <104 mg/m’

- RRMS - SR il B & R AERE AL ; SPMS: 4k % b J AU &2 % 1k
BEAL; PRMS : iff fR BRI Z RAERE(L; CIS: I RILER A AE

BT A RO 5 1 43 EDSS 2 #5835 e £ Fn
HEZR B A5 TE AR SR AR ) s 1], (K [ A6 96 A BIF 95 4
A RBUE S5 A5 28 T v] A R 4E 28 B8 2 5% ok i R 1 it
) @ L ETOMS W5 (A GG ) iE 52, 5
LEREFIAR FE , ) E AT A 2B AI% CIS 8 3% ¥k A CDMS
M LB (45% F1 34% ) | %E 2% B 3% it A CDMS Y if
6] (252 d F1569 d) , -4 %008 /> MRI T, % shikkt
HOEM T, ikt 28" . PRISMS #F5% (A ZiFHE)
K, GRE R, F] L o] 4 2 B RRMS 3%
32% WIAE SRR, B3 WD T8% Wi T, k%
HH 14.7% 19 T, 5 bk 25 L, I 4 2% 3iE 2% 5% 9% it
J&, SPECTRIMS A5t (A i) Wik, 5%
FIAH L, ] AT 5350820 SPMS B 35 191 R BV %
MRI Zi‘ﬁsﬁﬁ] T, ﬁﬁ?gﬂyﬁlﬁ%ﬁg"ﬁﬁiiﬂjﬁ
R IBE IR
WFEEL : OB-T 0 % o] F&{K RRMS F1 A i &
&R MS ()& & CIS F8 2 0 I IR % /£ il MRI & 1k
( I BHERE) . Q@B-THE AT MS BE K T, i

R,

KEARRIAE 5 e i 2 ( 11 e fiets) . @A ATk K
J& R MS & & CIS sk 2 #fi2 i RRMS s{ {74 & %
) SPMS B N 45T B-TH RGBT (1 &iEdE) .
@B- TP ZE XTI R T & i) SPMS H 3 BT AR
(IVHHERE) . SRFFREN: 530 P 5t K., #EER
% ORI AR BN 250 g, B2 FEESE,BEH |
Wo EIRFIER 62.5 pg, 2 FiES A 1 K, LG
FEES 2 R, 1N 62. 5 pg, HEHEE R, OF)
Fb HEFE R AR 44 pg, B2 R ST, B8 3 W, B IAH
R 22 wg, B ESE, B 3 K, 2 FE A E
e, B R R R A I D H: 5 5B 2
WL, FEF AT G R R R AE . SR 30 min
250 N UKFE I | FH 28 17 J5 oK A8 o8 1 5 A | v
SN, Bz B e T2 I IR AN SR G 78 U S b AR 2]
A RSGE TS RN . QWIREERER : W W T8
YR S a8 hn s it DA /NG T 4R | B T 45 24
38 >4 o P VB 26 25 ) (An vt 2 B S5 B | A %
S¥5) AT O TUERFERE IR o 07 T R SR L4 P X
LWL HEN , AT ARG N B~ F A L HFh 7=
AR A o Bl A TR S A a) B S, R S R AT 3 i
WREEERHEK, OQXIERFIERN .2 Hh—
o P, Vel B 455 24 s AT L E E‘%%%ﬁ,{niﬁﬂﬂ'
e @HAth . 84 5 b w] H B 40 A e 20 A
RART Eﬂﬁiﬁ’%ﬁhﬂﬂlﬂlm%ﬂ%ﬂﬁ%ﬁﬂ%mﬁﬁﬁ?‘”
HER 25097 6 4~ H 45 H K4 .

(2) AKFE AR ( mitoxantrone ) : 55—~ FDA #it
HEFH TIRYT MS BIRBEMSIFR, b =R 251 .

HERR LIRSS, KICEERIG ST AT LAWK
/> RRMS & H W KR (I HHERE) ; HELRE RRMS
SPMS Fl PRMS 8 & Y % i 2k & ( T 927 ) , 18 iy
TR H Ao R T R I B AS R, SR
TR o R AR T AR B E (I %
#2) T WEERE 8 ~ 12 my/m’, Wik 4T, A 3
AR5 B BB RBR 76/ T 104 mg/m®
SITRAHMEE 2 F, FEFARRNEAE: 85 A
BN RO E P A 1 105 , 2010 4F — 01 2R 4 25
IR 5 R N KR BEERIAYT , O WS 48 ThREREAS: 0 1
TEU A B IR B & A RURS 4 B K 12.0% |
0. 4% F1 0. 8% >+ | {di i it 107 1 285 W ) G O
REVE | B UCTE S0 R RS I 22 %8 4 1l 4> B (LVEF) |
LVEF <50 s # /i i 35 F B, 45 F K6 8RR . e
B, PROKHE BEURR 1400 I B3 A 3R 3000, 6 AT R
H e, N E 1 Wi LVEF

(3) FWEmERL: =RIBIT 259, AT T <40 %
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) SRS R (R ] < 1 4F) A MS B3,

W B I 05T K BRI B B I b 397 A Rk
AR MS (R (I afes) ™ . R BRI
WML ohii IR AL R YT AT BB X AE 52 1 F JE U MS AR
FHAH — BTV RAMERE) ), R A% 400 mg/2
J&, #ehki i, 6 ~ 12 ILEIRYY , SR AL 10
go FEARRME AR £ 24 RN A LD K
R R PERRID S ] AT 52 R i
SR o ORI e W] 5 4 6 FH 1k 2 X e, TR
N R BT AE B o BRRIA YT RO R AT R R A
At B O P PRI AR, T A 2 HE K 24 1]

3. MS IR 7 R W&« It K b X RRMS 9 i — 4k iR
ST X TSI TT 2597 BN FEAR ) RRMS Al
A & Kk FREY) SPMS K PRMS 1] % ]l —£3&97,
TERIRITAN R, W = 4k3R¥T . X PPMS H

4. JRIT IR B A2 IE R DMT s fi b, 3
9 t0 B A R sl Ak ( > 3 IR/4E) , EDSS ¥
AYFE ARSI 1 23 DAL s P 3% sh A B AR
W SBHG N, e FNATT R E R L PR IR R
W B IR YT A 6 ~ 12 A~ H

= XHEWRIT

L PR A R S P9 i EL T AR
WEY)

2. MBS JBGE S A AT TR BRI Hi
EUAR R 5-2 60 il Ke 25 H L R 3K AR L ol
7 (SNRI) Je 2 WU B IR K BB 5 0 ek 5-5% (6 e g
PUIMABZS ) (NaSSA ) 2254

3. HARAE IR AT R 55 €0 il A G
il 71 (SNRI NaSSA 2259 LA K0 BRAH F6Y7

4. Z 17 JES7(MS BEEW B ARER) - o] %
KRS & Rl E R o
5. REW . AT N FH ER AR R G A | Eh R BT % 3% IR %

6. [t B AT RERERS : BL & 25908 97 sl fE Bh &
PRAGAb PR

7. PEThAERERS - v] N GEE T RE 25 5% .

8. DA HIBREAS: : T o7 FH FIE ek i il 4 o 790 45

[N SRy R & R =

MS MR G RIFEE 2, XA R E S .
A WA A5 T REREAG ) £ 3, B R AE Bk B AE 4R B
THEATHIRL A ThBE R N4, 76X A9 IAIR |,
B 55 TAE# R Oxf B BGR R T E 848 5,
AL 0 SRR T B B, A B 1 K T
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%D %,

HE W RE

SENRAR (RERLERFHRF) 168, bR,
THAK TR EmA, EAEM . ERE, E480 Wk,
i X T X TR & PO Y DR O
R R BB TR 5K oK B R oK Bk 5E . 5K 36 4R
KR TKEF Sk R R T B R
PRI FEERE . BRI TER N | AR E A R B
AR I 7 JA] 3OO R0 LR - | R |l A AR L B A
e NG DR TN Sl S 792 N
SEE L AR IR R SE R A A e R
TOEAE e EE AW R R BN K,
B AT

2 % X W
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