BERERKZZFE 2024 F£5 49 55 5 8 (Journal of Chongqing Medical University 2024.Vol.49 No.5 ) — 597 —

PR S BEVE N IR ¥

DOI:10.13406/j.cnki.cyxb.003500
% K PEREAL iy ¥ ik it

(P FF I 2E = RN B, M 510630)

(5 ZE]Z R (multiple sclerosis , MS) & —Ffrig 4 A #2828 58 40 PEIBERE BB , BEA ANTXF MS A BLf) 1 fige 1) i
AL MS IRYY F B e R8T . 34k, 5 Ll P E R 1A YT (disease—modifying therapy , DMT) 254 )2 R 55 , I IRAF 5T
IR RAFINITRO Ak o 09T M A BAR AR . A SCTREEXS I ARk BT A DMT 254 i/ LT 7R S 4
PEFEATEER  WAPXA T R 60T H AR AL AN A AT 25t 1 ST 4, A i PR R SR il e R 2%

(R8@1iR |2 R MEREfL s 10T  BE s BOm B AT
(HES%ES]R744.51

[ ZHkFRERL]A [ W45 H 88 ]2024-01-20

Advances in the treatment of multiple sclerosis
Wang Xi,Lu Zhengqi,Li Rui
(Department of Neurology , The Third Affiliated Hospital of Sun Yat—sen University )
[ Abstract] Multiple sclerosis(MS) is a chronic inflammatory demyelinating disease of the central nervous system. As our understanding
of the pathogenesis of MS gradually deepens, the treatment methods for MS are being constantly updated. In recent years, a large num-
ber of disease—modifying therapy (DMT) drugs have been introduced, and clinical studies have shown that such drugs have good effi-

cacy and safety. Treatment strategies and goals are also being improved. This article mainly reviews the mechanism of action, efficacy,

and safety of the DMT drugs introduced in recent years and briefly introduces treatment strategies , treatment goals, and new drugs

under development, in order to provide a reference for clinical decision—-making.
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MS %% i 91 36 97 3 B A0 T 8 0% 48 1 16 T (disease—
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CD20 8 i F) B 32 2 AR BAYT, A7 B JEUA 259 (9 T B ) A
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WE5E, V2 5248 T 2019 4E AL JH T RMS B 4%, {245 CIS .
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IS BV BR 145 SIPR T AT O sliad 22 ey iU ks
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Bt YRR FHE S 4 2R ) ERE YR
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5 R 5 (Gilenya) AR 0.5 mg, 1K/ 2010 RMS  ZFRsifll pojesafl L2l 1)
V5 JE ZE4E (Mayzent) FR 2 mg, 13K/ 2019 RMS"  ZSBLfEH SIP Z AT 57, LIt
HAF B (Zeposia) R 0.92mg,1k/A 2020 RMSP 5 SIP1AZURFAAR , BHLik bk 2 201
5178 248 (Ponvory) O B 14 GBI E 20mg 2021 TGS N, 5 2 B BB R IR
A3 6k 20 mg, 1 7k/d BAEHRR PR A 2 LA E
T4 i (Mavenclad ) PR BEAEIR T 2 8 AR Mk o 2019 RMS'  BEPEVERE I L A0 , A ik i
10~20 mg, 1 K/d, %22 4~5 d Tt 32, Vol /> S 328 40 i o AR A 2 R
E RN w3 BLNBIE
5T UK (Aubagio) MR 7 mgak 14 mg, 1¥k/d 2012 RMS e i bE i il — S i A

Bty , BTS00 A 35 e bR L 0 s e e
Mk g AR

W SR R (Tecfidera) FR - 240 mg,2¥/d 2013 RMS ¥ Nef2 i 4%, 76 4 M%) 42010 07 38
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7 dJF BN 462 mg, 2/ AF DG 4 i 28 58 0 28 58 S 4t At S
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TESHAYT
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T2 B-la( Avonex) LA 0.30 mg, 1 YK/ 1996 RMs  MEZHIMAEL AR TR
T4 % B-1a( Rebif) Je RS 0.22 mga0.44 mg, 3 U/ 2002 RMs LTS TAIM A TL-10, LLGE
B2 EETARZ B-la(Plegridy) ¢ FHST 0.125 mg. 2 11K 2014 s L e R SE LR e
0 T 4R IT RS
fifi i 4% 51 2K ( Copaxone ) KR ES 20 mg, 1R/ 1996 RMS®  SE s AR [EK S R G B g
5,40 mg, 3 W/JH BN AL 5 U B 22 A0

W25 G FEPURE 1 T 407 14 1t
FEARANAE PR AN B 20 BBt 56
S ISE AR 1), Th2/3 1T J445 20 i 64 375
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2020 4EFAE3E T CIS \RRMS FIfE & % 1) SPMS , 341t S i
g 1882 fil RMS i # i T 31 3 5 ASCLEPIOS 1 F11
ASCLEPIOS TI J2 J& 22 119 3b B B 1) FF il =X K 9 22 4 M ik 5%
ALITHIOS. 7E ASCLEPIOS I A7, B3 2 A o F 4 <7 iz
ZH BRI S ARR 43900 0.11 1022, SF- 4 Uk T1IAL 4L
Ha TR T L E 45 R 0.01 1 0.45 G2 97%) , T2 it sl Kk
kL E 0 0.72 F14.00 (3 1> 82% ) ; ASCLEPIOS T 1 ARR
0.10 F1°0.25, - 35 85 U T INA 19 L 38 58955 b 5540 il
0.03 F10.51 (387> 94%) , T2 B s I kL5043 514 0.64 F
415097 85%) ;2 ik 34 A CDP Y s 5 7 Bk 2 K
PR RN AR ST SRR AL LE A5 43 1 SR 10.9% F115.0%, 6 1 H
CDP 5] Ay 8.19% F11 12.0%, 6 4~ F Wi 1A 5% 95 o 35 [b 4
11.0% F18.1% . 3% FRBHAHA TRe 7 e , Lk Z AR BT AR IS
HH G R IC ARR A MRL AR 16 2l M B AR b . AR
SRR BG AR A 57 10 22 AR BT AR A R AT 1M ¥ o 22 22 7%
% (neurofilament light chain, NFL) 7KF, {H i AR R AR A5 2k R
WA I 22 55, ALITHIOS ffF 5% S /i , 76 42 fil st ) < 55 3.5
AEAY RMS BB R BRI TS R S n v g
YL Y 2R #E I IE & A R (exposure—adjusted incidence
rates, EAIRs) % A7 B 45 BF I HE RS 17 39 <, B PR T 32 14 R4,
WA R IR 22 4 AU, 28008 3 T LA S JC B 1 2 iE
#E =3 (no evidence of disease activity-3, NEDA-3) , 4 NIFY
SN L TP TR e R SR S i g R S A g, AR
TRYEZ A SFT— A Y AL LD

242 WRAEGEREGT  BREZREPZE —FERXT B 41 _E CD20
PR B NIRRT P AR . 55T OPERA T (OPERA T /1
ORATORIO BF5Y , F 2017 4F k4L ] T3 J7 RMS 85 PPMS ()
N B & FDA HEERY 1 ——F4 F F PPMS 1Y) DMT 254 .
ORATORIO 5% &7~ , PPMS i 4 fifi F BLUER R BAHTIRYT 5 ]
WS BRI | AT A P R ), BB BT 12 R R 24 ]
CDP 1) 835 H 55tk 32.9% F129.6% , % g7 41 A 39.3% FiI
35.7% ;7% 120 JEI I, BB BRAT A 1) £ 8 I o 28 B A B
DT 3.4%, fik PR FR 2K R 0.90% , 1M Al FH 22 150 A A i
AR ARG N T 7.4% , AT K 1.09%. OPERA 1 F
OPERA Il Dl 9 i e it 58 45 SR R, 7E RMS J AHE b,
VA5 PR BT RE NS PR ARR (B TR R BRI 46% 5 47%) , If
REA i LI S5 28 FIUBE & 5 9™ KA T2 578 , HLFE 12 &l Al 24
JAl 0 CDP & A FAALT TR, A R S5 a8 i 4 A0 ¢
FLIVE 5 MR 28 R JR e SR 189 0, I A AT RE B i HR R RE B9
SRR 26

3 XHEEIETF

MS FRIXTAEG S 7 ATHOR 2 i M i S A8 BRI S5 365 . ARZ
MS HYSEPRIFBEA 74 2 R I B SR 7 . AR SOk E
97 REL R I ARAT O 228 AR AR 4, TR 55 AL
WA 7 MO R | DA R AR P ) BE B A5 PRV I 7 A AR,
BUA PR MR 27 A R, 2275 FLAb AR X AE
Y777 58 X MS AREXHE IR T BT 250 AR A o MS
BUA B XPRENG ST GG R 2R O RS S 5T AT

LT AR FIRR G I Ve B D RERE AT 1k D e R A7 2 p
Fe N0 A T 7E 2023 JiE MS 2 1 137 i 48 5 3, L
N A G REVR T BRI R T E
3.1 BF

Nabiximols /2 — i LA BRZE S BE 0l Y F A B s 55 571
AR S WE T WY AT RE 23 8% MIS JR A U] Y R 2 1 e
FEEER, GWSP0604 Fil SAVANT #f 58 2 W, 15 22 5 4 L
nabiximols FJ 2351345 H EE 22990 5079143 (numerical rat-
ing scale, NRS) \ B} H 228 R B K il K Ashworth 2 58
W3, BT BB RA S 7 RCR B
32 B Rkl

FRIARTT FBE e S H A © BIOIE S A7 B Tk ke i e HE
ZSYIRERER . 1SRG HTAE R R IRYT 3 AR &R
#2213 (percutaneous tibial nerve stimulation , PTNS ) %t H [1]
AR BRBR B PR SR B AR bR A B Y P RIOR A R0k, i
K55 e 0 s 75 AR AR A5 3 2l 5 B0 LA U1 25 (pelvie floor
muscle training, PFMT) X} T PERFECT %% Ji L8 ¥ 77 1 Y
T 23 LR S5 AT 4 R 3t A Tt SRR e A e 2 R
(sacral neuromodulation, SNM ) S ¥E VA 14 JB% Jbe &:F 5 7% Sl 4E
(overactive bladder, OAB) AEBEBHPE IR A A WIFIE , ADF
FEA I, SNM ] B3t B AT XEVR M OAB B MS SB35 Ak bR FNHE
PREEGFREIR , (HIATE BE— 2L BT LIRSS Pk TR

4 HftEERRBIAY

X MS 18 1 7E i K e 2248 51 25 W) T AR R WS
. AT DMT 259 S 27 F2 ] MS B0 52 % 7 T T 3L
WAL, B Xk MS 18 1 2 5 77 i A AT B Sy i 2 21 4 B
Fid PR BAGTAHLE T PPMS S o A 65 0 8 20 BRI ( Bruton
tyrosine kinase , BTK) 0 il 57l i /5 I T A AX # 22 R G2 b i1 B
2 R AR AR/ VB AR, T RS R SR , AT IS 5 9
o S JRE A G B BE AR T 22 B BTK 300 590 1E e A T
T 34115 A3 5 , 41 evobrutinib , tolebrutinib , fenebrutinib | remi-
brutinib™l, £ RRMS FIFF4 % (19 SPMS [ # 1, tolebrutinib |
evobrutinib XJ T £L 1§ 38 5 A2 A — 5 B9 W, B A2 1k R
Gl I R U AT A ) SRR JE AT LA % o A
MS (progressive MS, PMS) f8 4 i 5k ik J|& , BT iEAE 47 1
WG IRBT 58— 2L ATARTT . A I T 45 A %
FRMTT a—BRF R A ST SR AT X PMS 19974
AR,

MS #2282 3R Y P H AR AR AN S . AR
IV B SR HTAE 58 42 NIRAL YT Nogo SRR T -1
(LRR and Ig domain containing Nogo receptor interacting pro-
tein, LINGO—1) HTLA , BEAS {4l 5 #4572 ne 3 i LA L2 s PR
SR TE /NS A AR/ 5 I S5 A0 L R ) R T —
AR 5 o0, S T Al 4E T U] Toll £ 3 {4 4(Toll-like
receptors 4, TLR4) {5 538 % , © 9 IE 52 0T LA PE8E 9 F-2F 0
WA, By ISR AN B A TP AR 2 R T, T Ko A
22 RGN R 2 AP T AR SR S e 1, (EL 5 2 B 2 1l IR
AT S G
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NI L Set LRI S AP SP S |
INAT . AR R, Sy A b, S S R0E 7 T LR
I Hu B LRI RY R 25k 23 (expanded disability status scale,
EDSS) P43 it i A2 22 FUET 19 MR, I3 i NEDA (7]
AEPE BB ECTRIMS/EAN 8 R 4% HY , M3 4 95 % 1 30
55 LR R AT, 25 e PR BT R T ) DMT 24541,
B HEZFEW ST MS B, BN R S 0897 5 %
TS = AR A 2R A TR S A T
52 &7 BAR

H A Bk 732 2R F Y MS 3697 H AR M S8 NEDA, 32
BIERITIG R K TR L MRTFTHE T2 EL3 3 ki i
KT2RA MR EFRASL . B MSI6YY T-BEi BB A 5, T
fie 23 S = 2 S 9 IRYT H bR . SE ST TR NFLOAAHITIfE
VAN 8 A A (0 TS 45 48 B 1E A 220 9 i WT RE i 8% 45
B, 853 £ AN RBIFGT WA e+l

6 % i&

H A28 FDA B 117 09 HFR 77 MS 19 DMT 254 €
20 Fh, MS /B A IR PR R A5 B A6 L o AR TR 0
DMT 259 N -T2 R5r G 55, B — R IR T 20 TEREAIG
ARR JRZE M ZE 45 | B 2 D RE Sy T R B T AR YT ARL,
B it 2 , {FLk 2 245 90 £ ELS e SR K 7 Ak B i 4
AT B — L IR R WSS . B ATAH 25 9T 8 20 R A 3
U] 1) MIS W 1 8 L) B AR e M 0B . X IR YT
P8R I MS 7 PR 6 55 PR, BE X MS XPRE VR 97 8 25 i & AN
o R EORTT R IGE 2 B . B TRYT YR, R
FKE IR I £ MS AT H AR SZBE.
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