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[ Abstract] Multiple sclerosis( MS) is a most common chronic inflammatory demyetinating disease of the cen-
tral nervous system. The most frequently involved sites are brainal periventricular white matter, optic nerve, spinal
cord, brain stem and cerebellum. Its etiology and mechansim of pathogeness are yet unclear to reseachers. MS is
slowly progressive disease and the treatment for MS need a long-term process. At present, the durgs can’t completely
cure the disease. Relapsing remitting MS( RRMS) is the most common type of MS which accounts for about 80% ~
85% . The treatment of acute phase and remission phase of MS will help to reduce the relapsing, slow the progress of

the disease and improve the quality of life of patients. The progress of researchs in this field is reviewed.
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Z KPR AL (multiple sclerosis, MS) f& DA HAX #f
ZL RS0 (CNS) 1 s PRI R A8 o B 2R 0 A
B E VR, B w2 A Sk ki 2 JE] LA
PRRZE R T RN 5 PR & 995 L 12 4 A
B MS IR R 2%, R AE 2 bR e
I RARFAIE , L R i R L — A~ 5k 22 A AR SR 38
To 71 RRA e SRR o R R R IR A T 3t Ak A
WIS A | T A e A R B AR L MS AR
R, BN 2, B, 2B EER R
29100 7N SEHAFTEIN E KRR LR 5/10 J7,
TR B T X, 5 HAMEL, %W tm T 5
PE(291.8:1) , &AM 10 ~ 60 %7, i I A i
922 % HET, E R R R MS 4y
Jy4 B Hoh &k Z% ff Y MS ( relapsing remitting
MS,RRMS) Il PR % UL, 20 /5 80% ~ 85% , Hi¥i Ji
RN NG K -Z it 18 BRI AT A K
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ETRPALE N 3 B IIG T RIB IR 556 7 (dis-
ease modifying therapy, DMT) , LLI& /> & & | W /b i
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in 25NN TVIg X 2E L5500 ik Ry R, H R,
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NN TARE 2 — . 28 DMT 2591 B S 55
UEOR K I BB s, TVIg BRI R 0.4 g -
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Sl AR 1 d, R 3 ~4 B
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MS ZEf G710 H B9 B MS & & Fli 22
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HE T A FIRIT MS BY2% JE 7 259 ( disease modif-
ying drug, DMD) , H:rp 4 $5 3 i B THZE(IFN) [
A% 51 BK ( glatiramer acetate, GA ) Fll 3% X BLAH ( fin-
golimod , FTY720) S —£ 254, 4t 5 F; IR Ath 2k 5471
( natalizumab ) F1 K 4T B ( mitoxantrone ) S 28 24
Yy, 362 Fh, LARZEWIAEA 8% RRMS BYTE sk
& P MS B B AEAE B, Lt RRMS (B # AT
DMT S+ B, FRE B AT JCE =697 MS 1)
DMD i, Ho i 24 5 W B R (SFDA) B2 58
JEHEHES | E T TIFN-Bla & TFN-BIb
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BIRTT KAV L 8 R 1) MS B35 5 (4) TFN-
B TEYAYT MS i f77E 5 F A S i 7] B R0 7 i 28
I A5 AL B R O A G 5 (5) MS fEE T TFN-B
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Z& e (Betaseron) 1K', (6) [ N JH Ribif (IFN-
B1,) ML & B R AT 44 pe, 3 W/JE, XTAS
AT 37 A 0 AR IR o8 B ST 22 g,
3W/RY, W2 H RRMS &0 22 pg,2 ~3 W/,
i 52 MR A, R AR R AR . IFN-B1, R 250 g &
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BRI, ARETE 6.7 T APIRRAT B E T,
O A 55 Bl & A 2 kb v F B ( PML) |, Horp
20% [P B AT, Hoaxint B AN [ FE B2 i D B i, o



- 276 -

Chinese Journal of New Clinical Medicine , March 2012, Volume 5 , Number 3
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3.5 CKILJEBE[ mitoxantrone , 3 B Ak ( Novantrone ) ]
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