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Review of Drugs for Disease-Modifying Treatment of Multiple Sclerosis*

CHEN Di', HU Xin', ZHANG Hua’ (1. Dept. of Pharmacy, Beijing Hospital, National Center of
Gerontology, Institute of Geriatric Medicine, Chinese Academy of Medical Sciences, Beijing Key
Laboratory of Assessment of Clinical Drugs Risk and Individual Application ( Beijing Hospital ) ,
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ABSTRACT Multiple sclerosis is an immune disease characterized by inflammatory demyelinating disease of the
central nervous system. The disease is a lifelong disease. The main goal of treatment in remission stage is to control the
progress of the disease. Disease-modifying treatment is the standard treatment in remission stage of multiple sclerosis,
which can reduce the clinical attack and disability progress of patients with recurrence remission to varying degrees. In
recent years, more progress has been made in the disease correction treatment of multiple sclerosis. A variety of
monoclonal antibodies and oral preparations have been listed at home and abroad, providing a variety of options for the
disease correction treatment of multiple sclerosis and improving the treatment effects. This paper reviews the drugs for
disease-modifying treatment listed at home and abroad, so as to provide reference for clinical medication.
KEYWORDS Multiple sclerosis; Disease-modifying treatment; Monoclonal antibody
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SLBE AR B A T RERE RS L MS WIRIT 4 St
BT 22 R IR 9T RI9R 9 18 IE 3R 9T ( disease-modifying
treatment, DMT) XFREIRYT LA K R IRYY . A SCHE H ET MS 19
DMT 577 H) LT 25t AT 288
1 AT BRS%REE

MS S 2 B PEBENR | G2 A WG 9T (4 5 28 H AR Sy 22 50
PEJE HERAT ] DMT, 6)7 R AL 4% LA T J7 1 : DMT B 78 fE
HEHEAT RS PPA L IR RS B wE AR Y i R AL A F
J#& Ot HREAE B I 22 35 b BRIR T i Y 1) B XS T AN 2 MS
IZWTbRUE B PRFT MRI R 25 55 055 B 5278 MS 1 I PR 9 ST 5%
A1E (clinically isolated syndrome,CIS) i # A T EA N T
# B-1b %A CIS IRYT & NE M 25 MR 97 12 10 MS B3
WS IRIF G DMTH . MS SR 3% 193897 V4 30 48 - 50
W E S K SRR (>3 WAR) ¥ AR R U R
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BT SR, B SRR T TC AL WL, AR IR YT S I
SLRIT I 6~ 12 4 H 1
2 DMT HyiE 57

MS FINLN AR R8T DMT 259 a5 A AT E B-1b,
HAANTIE B-1a FERRM PR TE AE A LR, T EA
B R A PR T 2 i L F T MS 1 DMIT 2549,
2.1 F#=E

FHFIGIT MS S B A & B, AT A 25 Ak ks
MS B H WS, HTIRIT MS BT E ARl T E p-1b Al
TIE B-la, HACRELR & SR £ K MWk (relapsing-
remitting multiple sclerosis, RRMS) £ & o 275 2 75 43Uk 52 ; 7]
B, TR VAT X B S0Pk S0E 0 4k A e AL 22 M A Ak
( secondary progressive multiple sclerosis, SPMS) £ Tl B8 5 .
RIS R B R, 5 2B, 5 FHEA A B-1b AKX
RRMS B H 4K R FHE(ARR) 34% , /0851 T2 Skt 3 H 83%
VIR T2 kb 25 AR 17, 3% I IR Z AR Rk R ke %, 2012 4,
—hE RGIEM I S TREHL L BRI B 5, XFTF4E & B-1a,
T B-1b 1697 3 100 A1) SPMS 53 HEAT T 3EAl , % Hivh
3 TG RIS 3 AF A4S R B 204 T e I S R o, Tk
FWA B EFTIR B (RR=0.98,95%CI=0.82~1.16) ;
H2 X 4 TG R IR 3 4R B9 45 )R BT B & B, TR T B
Rz 1 E R (RR=0.91,95%CI=0.84~0.97)*
2009 4F ROJAS %517 1 RGP KB, AUA 2 TG T8 4k
RIA T R kit R A 2 & PR AR (primary progressive multiple
sclerosis , PPMS) BYBEAL XS FEIRK IS, 43 W ITAL T FHE & B-law
FITHE B-1b17 BYFFRL, X 123 Bl AT IC B i R 3,
FHE B AT IR A MR R, TR MA R+
BERIAE TS B AL B 0 FEE KA LA PR | i S e
RS IR R ST S
2.2 EREREHEBE

FERAR PR T 1996 4F 12 H 345 236 & 5 24 i W B
PR (FDA) fibdE T7,2015 4F 9 A 3/4% H AR B= 24 297 2
ZEA P (PMDA ) it 117, HnT e VR LRI F5 A 2 i 2
A R A 5 BRI SO T AR e B A7, TR
ki TR BYIE NETIESY RRMS, BEH4 RRMS BB E I IR &
RIFARL 30%, I RAF TS 245 50 o, SRR is hr e s 1
3G 1A, SEEFIM L, H ARR BRI 34% 52 (58 Sk 4r
AR 5 A, B O — 06 T R AR B AT
PPMS 1 A Z fts BEALT BRI IE AN A T 943 Bl iz (Hif T
Yo 2 B SR VA AT A AT B IR T BRI B SR AR 2 IR TR
Set TR B AT S AR AT L SRS P TR AR UL AN
LIS g SRR 1 B R T BRE S5 W, 2 I 7 308 2 o T 11, i
FHURSLIRTT 2 THIR . A5 R T AR 2 B 1 R S 5 I
N, AL HE IR FINER LT, P REFE T S e ar B 3
2.3 BEERGE
2.3.1  JRAh IR AL ALK BRI — FhERE MR F T bk L 4
it 0 P A4 2 T 9 AR AL B S BB AR BEBEL L 800E B T 8k
C°L 4 R o UM 57 i, %285 T 2004 4F 3545 56 [ FDA i I
i, I+ RRMS & 193AY7 . AFFIRM #5845 R R,
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TR Ath Bk BT il £ 2 (19 ARR BRAIK 68% , 1 BRI 5 956 a2k Jre IR :
FIE /D MRI ik s SENTINEL BF5% ) 48 5 R | AR At Bk Bt 1B
BT IRRIEITRCERM T TP RS L RR (ARR M FEAE
54% ,P<0.001) , —Jk A B R —FK BT H O IR R
T 101 ) MS JLFE B CEAER 14.7 %), K™ /Y 15 8 i
MS i AR B BA4 6T (300 mg, 45 28 d 25245 1 ) , ¥4
ST 34 4~ ARR MRYTHT 1 4ERY 2.3 BE AR M2k st
HRJE 1 W TE I B9 0.1, B 58% i 5 L % A5 0% 15 20 i 3F
P12 IRAER BAPTIE T e R LA AN RS 4 Sk i R e
(BRI PRE G R 28 ) OCTR  E R BE R AR
VU ST JEFARIE RIS RIS AR A R B BTIA YT RS A1
DA I S SR R AT 22 b 1 T M , 0 203 e XU A R
B Bt 5322 AR b R B BT IR YT B B3, LG TR R A T
P 22 b 5 s A RE AR B AR AE

2.3.2  BAERPREADT . YA BREATRE —FPEE X CD20 B HE A A
TR R TR, B R B A0 Bk Bl A4k, T 2017 4E
3 H3ff5 35 E FDA fituE 77, 36 B UE A RRMS I PPMS, 2 5
A T PPMS R 259, BLEGIR BAPUE 1 A AT i 3 AT
PPMS B R P XS 9 259, ORATORIO AF5¢ " ok — T
20 BUR R BRI R, 4 2 1R Ll 732 B
PPMS 3% (SF ¥ 4E R 2 45 2 ) BEHL 4 B 5 B B 2R A B
600 mg FKZA 2540 (43 2 %, 457 300 mg,2 ARG 14 d
W) BRI AL, 4 24 AR EG 1 R, BA0HREE 120 JB T A AR
BRI AT 1 FIH 8 E (100 mg) #4524 ik
L OZFITAE R R, M T2 BN B B BR B 1 ek D
T 12 JEFN 24 FERER P E R s ASELRF) 120 J, BRI IR BB
2T 25 BER(7. 62 m) 2 AT 45 51 19 Ak (DUt 45
R BERIR BN 39% , HRIFIA N 55%) , H
MRI & A& #F T2 bR BB A ik 2., B2, i F
ORATORIO WF5E H A AF 58 X 2 - 4RI 24 45 4 3510 iR
B 2T D AEAE T LI 0E MR AL, Rk P MA T
K Z B R T sh itk 0T i) PPMS (R, T 13X 28 i 2% ]
Fil X B R BT (1T 28 BOCRAT B AT (0 S, 7T RESY i X MS
SRR Y RERERAPTIRYT B W WA B RO A B e
SN | B PR R R B R . #E ORATORIO R, 8
Bk HT A AR A LU e R R AT e 1 R R A R (2. 3% ws.
0.8%) . {HIA T B0 2 B0 K PPk H™ AR ) (kg
IR ) AR I RS AR A T 305 0 11 R e e g 7 |
SRR LRI TR AL . A6 T i S B S T B 1
BE AR EGER BT, P L6 4 (0 SR BR SRR, 40
i R TR C AV RN BE, BLAh, B B in R
EERSAHUIRTT T 2 /0 6 JAEAT T A 0L 1Y) G i 2 ol 5 7 B B
BRAPUIRIT IR B IVAYT S B A0 ACE R AT, AT
PTG RET

2.3.3  BEAKRRPL. WA HHUE—FPHL [ CD20 1) 5 5
ik, AT S0k B AFES , CD20 RIEH B R 4k
TR —FPE I, Sorensen Z1 HEAT T 1 WREHL W &
BRI BRI oY, BB 2 22 2 W K LB 4 (100,300 1%,
700 mg) SRR, (B 2 JA 7RSS 24 JA 42 AR YT, PEAL
GAVERNAG Bt 3 36 4 %23 58 B T WF 5T, 300 mg 4+
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2 flsE TR RO TR Ao, SR R A T R
OB IS 24 FR A MRI 72835 132 3 T H0H (>99%) |
SRR e Y 2 5 H A 325 B L (P<0.001) ., Samjoo
ST R4 Meta SMHT HUEE T B A BT S HAL DMT 254 %F
RRMS HYITR, 290 A 34 WREHLXT HRIREE | JeHyr e bn e %
ARR 3 ™ H iz 5k e it Je sf 6] A1 6 A~ A Bt A ok e i e s i)
A IR, LR B T SUE T H A DMT 25k 34 %5
3. FE ASCLEPIOS AT H , B8 A ST 5 5 37 oM 422 b A
FYZE R IR SR Bh T B L34 BV AR St 5 oA 28 5
BT (BT Bt IR Ath Bk AT A BB BR BT ) J7 RUOH 24, Bk
L)@ F B R DMT 254,

2.3.4 P[RR BTG BT 2001 4E 5 AR5 26 FDA #t
HE_L T, Je—Fp AT X CD52 B IR Ak S T BB A, 8 i PRk
TR 40 R A A RS Y 200 B 75 P, 5 S0 L 240 i 2, 38 1o F
4 RRMS FIG & & (9 SPMS, Zhang 25170 8 b4 T Bl 4 5
Y5 T E B-1a 16IT RRMS R 19 B 53 1% 30 A T 38 T %
P % 4, KR T 2k H CENTRAL, MEDLINE | Embase .
CINAHL LILACS 11 PEDRO 5% A K 56 3 M550 122 v i it
PRI, LA 3 THRL , W &% 1 694 B ZikE , i T B4 8
$L 12 mg/d 5 24 mg/d 5 TR B-1a ¥GY7 RRMS FIRCR . %
WFFT4E R B ZEBT 240 12 mg/d 21 v, Bl B0 78 ek &
B IRB B R S TR B-1la M2EFAAEGRITH R,
TEREDTIY 24 4~ A #1136 4~ A MRI K & BUHT LY T2 fw 4k
H > H EDSS FEA R A M-S TIHE B-la AHEITFRE X
225 ZE BT BT 24 me/d 4L, Bl BABTEE /D &2 & B 1k
PRIt AN EDSS ¥R AL T 5 T L E B-1a MERFAES
TR T 3 RIS HH A TR B RN A 8RN B RN,
BRI RN 32180 50 407 7 EE AN B ROV [ 52
KB ] 0922 57 B A Gt 7 8 AN BN A i AR
KL SR A5

2.3.5 CRITHEFR ORI BB —Fh BRI, 1E N 1by7
P FIR YT b R, A /NI BE LR 56 K B, R FT
BB XHRAE I E B RRMS B8 SPMS [BREH R, RN, KIE AR
B4 I B DR 0 A L A P R R o T S M L ok
FEHBRIATT MS MR R R O H IR, AT
194 f] RRMS (35 F1 SPMS 8 K H BB A3 R i Bk K FE
fift (5 5% 12 mg/m® ) A FNRIT, B 3 N A A 1k, Frsk
AR T 2R A AT R IR, AR B 2 R KA B
TRYT TR B I IR 25 A, BIVU D w5 2 e RN s A I IR &
o 3k A Fl—TR 90 Y 5 223 & 40 7 A — A~ AR AL 20 19
110 il 6 2 Hrlc A A fisi MRT K A5 5500, 45 51 o, 5l R 3R 35
AH R A8 LG T2 B0 ORFE R A 7 IF A W3 /> £ % MRI
SEIRARRRT S R R A 0 JE 2 P XU BELAS T AR B i
FH 5 5340 %25 A S BRI XU . —350 2010 4F &
KRG , R FRFE BRI YT MS B & A O IR
BERRLAT 0> 77 30 0 R 20 1 a5 1) XU 43 30 R 12% .0, 4%
0.8%" , SRIPKFCIE AT HEME IR B h O TR Y
RHRAH 3%, KITHEER A HFER 12 mg/m®, FlkA
25,5 3 A A 1R, L g BRI N 140 mg/m?™
FE LA (5 ARG BB 115 DA % 3 UK A5 P U 300 o T, I PP AV 220
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FEHF MM EC(LVER) , 30 LVEF B I R 72 S B ARG 5%
LVEF<50% , N4 FORFE R . UbAh, 5 IR HR KOs,
TESEBOKRSC I ERIEYT 5 |, I 4k Se AR AT O i A A . L,
TORFEREER 5 Pk B A PR A AR 25 E 40 , % 294U T Ho Al VR 7
I PeH I R MS B,
3 DMT A O AR i 51
3.1 Busg

FEAL LT 2012 4F 9 H 3R15 3 [ FDA #it it b1, 2y DMT
H—E FIRTAYT 2590, R UK R 9 = 20E MR, 1%
245 72 5 5 0 ) L TR O S L L 9 £ 20 A e i 1
B, /D TERAE T AR B AN BE B, T 2 R T RE,
3& MEE S RRMS FI 52 & B9 SPMS, 4557 SR 89 TEMSO BF5Y
H TOWER #5845 R w5 2 BRI B, % 25 7] ff RRMS &
H I ARR BRI 22. 3% ~ 36. 3% , I 7T 920> MRI i k508 FI4E
AN HEARA RS TR 14 mg BEAHFREE T IXURS: (A8 29. 8% ~
31.5%7 RGP AR TR RS HUNE 7 5K 14 mg 4
FEARER A 1Y ARR, 14 mg 157 &34 1T 1 25 48 27 56 3% 1 ok ok
R e AR L ST UM AR B SN A R L A0 D
A FEE BT MR TR R B W IE RN TR B R 2
SMEE, T0 IG RBISE 1 0 2 M A o, 4o
FRETCHT BB U] 2 AN AN BRI & AR, L I R 5% 1<
SREE I A 13 AE2E2200 ST UM 14 817 mg B WA BRI
(L FEF BT R O VS R FUR O S AR ZHAR R
N JE iR B Heoh 3 T R R W S EUR T A R
R,
3.2 EYEEE-1-BEER(S1P) 2K 1 ATHH
3.2.1 kBl ISR BT 2010 4R35 95 E FDA HIbifE
7, A SIP SZ RT3 4 A1 (5 bk B 200 M o 3 22 9 B
VAR IR S1P Z IR R HEIRITIE . 28 A8 3
REUESA RRMS, MG ARAFFE45 R s, ST EM L, 55 s
15 T] R RRMS (19 ARR 29 509%™, Yang 26128 iy
Meta Z3HriTAl T35 % 504878 RRMS 83 W R rRom 22 etk
A 10 WAFSTE , R BN, ZF R R T AR 1Y ARR &
TR AR 25 R s MR 45 9 | d e 900 AT 34
TR IR & T R E AR TR AL JF R IT A 5 R
F/DMT HZ A B R B & A R, 2 RG22 L,
Wu 55 RGN T 25 KSCHEBA 4 Fhil EHEYT RRMS 94
MR ZE A JUIIR 0.5 me/d BRI IC A TS 11 Tk
HLXT B0 (9 7 184 il B, PR 45 R W, oF K 5af
0.5 mg/d 7€ ARR 5§ 8 M RITACHE 47 7 IR 4108 T-% BR2H 5.
187 T e 14 R TS 0 B XU (RR = 4. 40, P= 0. 004) ; 25 X 5E
41,25 mg/d F1 0.5 mg/d MIRCRARML ; 25 K54 5 mg/d R
B RAARF RS (RR=1.17,95%CI=1.05~1.30,P=
0.003) , [, HAETZS %5548 0. 5 mg/d 52 RRMS H i 5t
BRI, Z5 B DL AR RS DA 5 Sk AT R E
JETE B9 T s R T R AN R DLAEL AT R R R R
N ARG O I s = AL SRR (T RE S A ) L BRBEK
Fifr ISR T R LA K Jifr g
3.2.2 PUJREEAE. VYRR IR R R (R R T
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% E FDA T 2019 4F 3 A #LEVE e S H T8 97 BN sl
SPMS.RRMS Fl CIS, M H Bfi #ll. EXPAND #f 52 44 A T
1 651 ] SPMS 3%, KBS 2 RFIAR HE, 11 IR PY Je S A fi T
3 F g 1 R 1 XU, I AR T 6 AN A s e gt e 11 XL
s WAk, Ve SRR T 12 S A K 24 S H Y ARR, FF
HEi/NT MRIL T2 AIAUZ A9 I kAR, FF 48 1 FH v Je 227
IRYTHT, B R A2 A T I H AL HE CYP2C9 A1 | 4> 1fi 24
M5 TR DL R BRI - AT R LA, BB 1 2 v
PR AT . PEE SRR AR N 0. 25 me/d, ¥ FAF
SV GBS G — B TR B % AL T B 500 LA S8 0
FIRER S R R IR YT I IO U O, S B
BT CYP2C9 = 3/ = 3 LN BRI B W F CYP2C9 = 1/ * 3
oY CYP2C9 + 2/ + 3 JERI R B3 N FE 6 d NiE AL &= 4t
FHiE 2 mg/d; XF T CYP2C9 = 1/ % 1, CYP2CY * 1/ = 2 &,
CYP2C9 * 2/ * 2 FEPI RIS WAE 5 d B A0 N i = 4ERE7)
it 1 mg/d, IRYTHAIN RN WD A REA M . AL, B
o AT SR B AR R AG 2 DL S O H L IR TEAG , A $R TR
S RES &, VEC S 3 32 M R A H 2%
FBRE S H UG, PH )8 SR 5 UL IR BRI A Sk
T LR AN S T, Y 2 S mT ol Ak L 4 T
20% ~30% , AV PE 22008 A IR R R A A R |
FROK M 8 AR T AR RS R 2R

3.2.3  JEVEEEAE. PRV SRt H o Actelion ZEHIHIZHA A E
Setithl, F 2021 4F 3 A 3k45 36 F FDA #LE BT, FH FIRIT A
A RRMS, I AR B T e PG B4 e ST U R 97 3,
SEYHA 1 133 {9 H 3 (DY S4B 567 191, 455 7 U 566 1)) P
S5 WoN  AE ARR J7 I, e V5 S48 5 4 57 S 14 4 X R IR 3R
9 30. 5% ( P<0. 001 ) 5 :4F & I 2 403 2l 1 9 728 1) 4 o DAL
KAk 56% (P<0.001) ;55 12 JAIFISE 24 JEHIA RO sE o BRI
FEARR, 43 1R 17% (P=0.29) F1 16% (P=0.37) ;45 108 J& i1
MRS B G BEAR T 0. 34% (P<0. 001 ) ; 0o R 2 B TT B9
EEh R L 1.70(P<0.001) , W4 B FHIGIF TPk
AN KRNI AN R A SR AR D P S A R R
A WA T RS B R UL, AR ST N N, 7R A
ARR, B39 55 MR I 81 FlIG 25 & 9 20 5 T, v s il B A
— RE RO B s (E A UE S5 7R FR 5 F R O T, DB P S AR TR S
T ; e VE SR A e A M 5 HLA S1P SRR R A — 3K,
3.3 ELE_FEE(DMF)

DMF F 2013 4F 3 H 27 H 315 € E FDA #t#E i, H T
2R MS BEMIRIT , HARE LS ai i AE 2, ARy
B Th R BA. P IR I S O R R B2 A BBl ), T ek 2 o A 1) 4
R N, DMF f T EADF 53, RRMS 8 35 4 Bl AL 43 P 2
% 1R DMF 240 mg .1 H 2 R8240 mg .1 H 3 IRELZRF, &
BLLON 2 G B R B L] IREE LS AL S ARR Bk
B LA MRT B> 1 U 98 45 5L iR, 2 4> DMF
NI % BE DAL T E ) B T2 BRI 4L ( DMF 240 mg 1 H
2 YRALFN 240 mg 1 B 3 WAL 55 27% Fl 26% , &t 7 41k
46% ,P<0.001) ;DMF 240 mg.1 H 2 YRZHF1 240 mg.1 H 3 Ik
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LI ARR 435012 0. 17 F10. 19, FHXF 2280 5124 (ARR 24 0. 36)

WEAIK 539 F11 48% (P<0. 001 ) ; DMF 12 B .3 /b 1 4L 1 3 MRI

Skt B T2 ARG kL, 554 1 35T B I PR A 52 25 SR W

DMF 240 mg.1 H 2 Y41, DMF 240 mg.1 H 3 YZH FIEERRAR S

PR AU E I ARR 41124 0. 22,020 1 0. 29, AR 2 & 57 24

(ARR 4 0. 40) 73 IR#AK 44% 51%F129% ( P<0. 001) ; 5%

FIAA L, DMF 240 mg.1 H 2 ¥X,DMF 240 mg.1 H 3 ¥ LK i

R A% A5 T A B Je AU EE 23331 219 (P=0.25) 24%

(P=0.20) J2 7% (P=0.70) , o3 22 5% 5% AIA L, DMF

240 mg,1 H 2 %, DMF 240 mg, 1 H 3 YLLK maAs S 1

FUD TR . DMF S W RO ROV AL AR AL E

TE 2T T B 4 s

L5 LT JTAERAE MS 9 DMT 25 9)0R97 S T ik %

TR JUHCAE IR 25 1) R B e B AR ) BIF K D TR AR A 1

BORH ST, 45 MS BIRY TR T ZRYEEHE, (HR X T8

B9 DMT 259100 S E K WIAY 7 B9 A e K22 4t KRIWgias 5

DR S5 ATSA T E— 20 W
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