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Advances in targeted immunotherapy for myasthenia gravis

Dai Tingjun ,Yan Chuanzhu
(Department of Neurology , Qilu Hospital ,Shandong University )

[ Abstract] Myasthenia gravis (MG) is an autoimmune disease caused by specific autoantibodies at the neuromuscular junction. The
traditional immunotherapy drugs for MG include glucocorticoids, immunosuppressants, and intravenous immunoglobulins. Although
these immunosuppressants are effective for most MG patients, the adverse reactions or complications brought by these drugs remain a
challenge in MG treatment. In addition, non—specific immunosuppressants often take effect slowly and carry the risk of bone marrow
suppression, increased infection, and tumor development. With the emergence of various new targeted biological agents, the treatment
of MG has entered the era of molecular immunity, providing patients and clinicians with more treatment options. This article reviews
three types of novel biological agents that act on different targets in the pathophysiological process of MG, including B—cell depleting
agents, terminal complement C5 inhibitors, and neonatal Fc receptor inhibitors. Compared with traditional immunosuppressants, these
targeted drugs have fewer side effects, take effect faster, and have the potential ability for sustained and long—term remission in MG.
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FIE NLTC )1 (myasthenia gravis, MG) 42 i A PR T
AR AT PR 22 - WL N #2523k (neuromuscular junction, NMJ ) {3
BEATAY B B SR PR L BERH AR 32 44 (acetylcholine re-
ceptor, AChR) TR 5 7 WL 1Y Bom Pk, 29 7 85% , ok
A IR e S P A2 A i S R $ B (muscle—specific receptor tyro-
sine kinase, MuSK) & & % [ i & H 32 1K A 5C 2 1 4 (low-—
density lipoprotein receptor—related protein 4, LRP4) & /A,
A 8 L 3 BT B9 A ], MG BT 43 S AChR it 04 FH 4 MG
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3T ATk Bt 25 A 0 0L A TR, MG BIE T H BRI TE %
T, MR 35 B A ALTC ) 3 45 45 (Myasthenia Gravis
Foundation of America, MGFA) X} MG + i J5 R & (post—
intervention status ) I 434 , 417 FEAR B FAE LIS 13697 Bk
JEBGEFR RS - Bk 2] %/ IR S (minimal manifestation,,
MM) 5% 5 45, [5] B 36 97 A S AS B B (common terminology
criteria for adverse events, CTCAE)< 1 2", L, BT &
AT EAR , SRR A R0 RS T 22 4 R R 1) A= P 50
MG 25 AR R

2T A 8 A 0 o R AR B A P T MG g B A B e
R H A S [RTHE 05 P 40 R AR 3 280 L 1 O#0 ) 75 B B 41
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T o 5 E BE T4 5 A A MAAS 9 40 B 3 A T, AR
Tk 47T (eculizumab ) A AR 2 ; @ ] A L Fe 32K (neonatal
FeR, FeRn) , B 7ENIHFES T BEPEDTIA (U1 1gG ) , LI 57
(efgartigimod ) FfR &

1 B#MHEZHaFEBFIFE MG R H N H
Btk AN 7E 2 [ B et U EHUA N S A

Ly G MR ) BURHILT o R OCHEE T, 24T DA
EHUAT e s QBT 5 AN PR TR 4n 1 AR =

4 (interleukin—4) F1 1 4 ffd /- 2 10 (interleukin —10)]; @ fig
IR VAL oo sRINS | 0 A S ) s B N 1) oY W A il S = )
FEVESR I E IR TR AL

H T 7E MG 3677 H 40 15 Bk U 406 A A= 9 570 mT 43
b : OB 21 MUFEIE ], Jhy 144 1] B 40 i 2 T8 A 75 4 CD20 Al
CD19 MBI (140 RTX S 2% R BR BAHT , inebilizumab) ; @B
20 A R, SRy D R ) B OOk EL A0 B o 3R R (B-
lymphocyte stimulator, BLyS) [ 471 & ( I1 | A B4, Belim-
umab) , L & bR BLyS 3% 4E % 5 B 14 (aproliferation—

F1 FHEMEEMFFIEEENT BT PR
oy i1 FDASE
GES i 1447 o e ik WP EEARR MR NMPA
g ik St
U BHE  FIZERE ARIRS FEIBCD20MME HIKIETE 1ok 2 1,2 WA M 06 R BEAT- R
£ 200 (Rituximab) AllgGle  BkEL4NH W 375 mg/m* (KK M CDI9+B W HL& PEE MG 23
Mt BUAFR LR G405 ke 4iie g RINOMA
64 H 11k 375 mg/m® X 344
T
asfEReAsT  NJRML  FESR CDI9FRAPE #8551 K300 mg; 55 15K MWl % 3 A 56 = MINT 3 Rt
(Inebilizumab)  IgGlk  BiREL4NAE 300 mg; ARG F 6N 1 CDI9+B b  HL& PR W] gMG
i X 300 mg RN Yy AT
DRI gL ANUE FE Bk Al BT 10 me/ke, AP 2~4 NA Wk EmiE 2MRs Rk
(Belimumab) IgGIN MR 1 S FHUH
o Lio¥2 ey
eV ZAR-PL S BN BLyS B2 RS 160 me/tk AR 1Yk, S NA bW GE R BTG AR
(Telitaciept) MRS E AT APRIL, 410 ] 241K Yo PREGIEY . ANEMRE
£ B ik L 40 i SR B R
A C5 R B BT NPEAE #OEAmE 5 FIkIEE 900 mg, R 1R, 4 AL ML SEEE  REGAIN 4Rt
il ) (Eculizumab)  1gG2/4x  fk Ji 3051200 mg, BE2FA AG2 AT SR AU FDA F
AT 1R e iEE NMPA
1]
Ravulizumab ANPAL B C5 s FRIKIBTE 2 400~3 000 mg, BEAEAS [ MEBEARZSERE CHAMPL FEFDA
1gG2/4k  fhCIP ) H 1k SRR R ON EliRdid
i
Zilucoplan RIS #mmdics, R FES 0.3 mgkg®H 11K [fl b 5 ES AL )2 RAISE 3R FDA
INYTFAE CSh(RUGEBLE) IVRS S e
aW
FcRn il nsigs TeGUATAE FRAR A B Piik SIkiEE 10 meke, B 1R, 4 WINPUA PEGEEY . ADAPT  Kilt
il 551 (Efgartigimod)  Fe Bt /KT VORISR FIBE4~8 KT Sk IR IR FDA 1
JEFF IR 565 24 5 2 I NMPA
ELFCA] Bt SN KR A S Wk ) 1K34085 680 mg,  WeWNHT W HF AR AL 2 3WIRCT  SRFEM
(Batoclimab) IgGlEﬁ*fT IR R 4 e R 2B 1T IR AE N ANEKIE . Bk
5 340 mg PR A 2R i AE
JRZKF i R LA |
PR TSR
Rozanolixizumab  AJift  FEAK H S PR K FES 7 mg/kgil 10 mg/kg, WEBTIAR Sk JEYS L& MycarinG BRI
IgG4 bt IR LR/ 376 K R CELIRE FDA
KA U
Nipocalimab & AJE  FRAK @ B HUiR IKBE 30 me/kg 547,15 mgkg WEIMHTIA i BEZ . Vivacity— A3
IgG1HhL KF AR, 22 ] 1R K Y MG3 ik
i1h

¥ :FDA, Food and Drug Administration, FEEE M mINEEME s NMPA , National Medical Products Administration, [E % 2 i W B S T ;
BLyS, B-lymphocyte stimulator, B 7k B 21 Jift ] 3 [l F- ; APRIL, aproliferation—inducing ligand , 34 55 3 BC 44 ; 1¢G , immunoglobulin G, %% ERE T G
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inducing ligand , APRIL) {4 25 1 (2B P4 %, Telitaciept) o
1.1 RTX

RTX il PR _F H AR Bk T 32 1 — i\ Uik & 76 B
SEREPUAR (1gG 1, kappa B8 ) , 43 7 BRIR 55 F1 8 55 W] A2 X351
FAEE X781, H Fab BEREHS 55 MR 5 CD20 4>, k3%
PEFEMRIEFR TP CD20 FHE Bk EL 41l . RTX B3 CD20 FH %
B4k L 40 4 AL A - QOBT AR08 200 i 2 4 1 H (antibody—
dependent cellular cytotoxicity , ADCC) FIHL /444K 61 41 il 7 10
1 F (antibody—dependent cellular phagocytosis , ADCP) , i i
NK 20 52 240 B B4 A M 3R T Fey 2K (FeyR) , 5% B
2 it 24 figt 5 () #IMAS A 361 2 it 7 45 F (complement dependent
cytotoxicity, CDC) SQOHZEAES BAMIHT,

RTX £E 1997 4F 15 K Bk FDA bl FVE AR 2 25 4 B 40 A ik
EUR AT R R B RBE ST & B T 2
BRET, AN RTXAE MG = I PR 5 1 HIE (off-label)
2kt Z | I REE 25k B &A™ 5 Ul 250 R 1] 2
SIHTFE . Tandan R W RGLEAR T 169 4 MG 838 (145 99
15 AChR-MG F1 57 1] MuSK-MG ) ¥ ] RTX 14 ¥ &% 1 4 4>
o G RFTW], 44% 1 B35 B RTX 5 38 8 MGFA T 1A
RS VRS B 8, 27% MR F IR BN T 9IS i,
Horp MuSK-MG £ 3% i JH RTX 8997 30 848 T AChR-MG,
F I 72% MuSK-MG ik 5| fe /N RS 5 52 M, i AL 30%
AChR-MG ik B LRAS

2022 4F- Piehl F 4515 WK R8T RTX 788 & gMG 1 3 3]
RCT Il IR0 55 (RINOMAX) 4528 o WFFE AN A 47 i gMG 323k
F, Hor 25 14 32 51— 500 mg FH RTXIAYT , 22 Bl 3% 2%
BIHNGYT o SRR, 5LREFIM L, RTX 4 71%(17/24) 11
ZARE TS 16 JART S H T U NIRAS 22 B R 20 R 29%
(6/21) , H T B4R VA YT 10 2B 3 30 WL el 4

H R #5 B 77 RTX VR MG 4 2R I8 7 e %, (H 7
MG ) FH 70 2 DA B AR AT A Gk il iR AR 28K
WEFE IR 9T S B A0 ELIR IR YT 7 AL, B
375 mg/m* B 1R, 24 R AESE 1 R (DD FIEE 15K (D15)
%1000 mg W5 FIRIT LR R 6 4 A i 1 IR
(375 mg/m*) o ST F B Gyl PR iR 3 A1 A i o (9 ik L 40
it 671 o 20 F Ik LR R L A 2 BT 22 i /N RTX
(IR F 3 AR 50 )67 25 B 7 B s M0 (B 46 MG
) AN T /NI RTXOE DUIK ) B 20 M KE 38 1 25 100
2021 4 [ N E 2524 T T MEVR 1 AChR-MG 838 i IR
[ 57 5 RTX (Il RECE" ", Forb 171 ) 835 (65.8%) 52 T
WA RTX, 89 10 H 3% (34.2% ) #7327 B ARH) 4k 1Y RTX
SEF T AR 2 2 R R A 2 = ] 3k 38 e s PR 1Y)
AChR-MG & LB W 0 25 57 (77.1% vs.76.8%) .

RTX 4403697 WI0E] , H 672 442 W CD197B ik 2 41 i
T (i 0.5 5L 19%) LUAE 5 RTX 34 97 3 5 01 1 &2
%o WABFFEA g W CD27C 420 B 41 i (B4 0.019% ) 7T
REELA R MMM E TN MG 19 & & (75.8% SHUIEA%: 1 72.8%

RSP ML IR SE B, KB 4 3 L HE: AChR-MG)
o RTX i A8 vh 40 J5 1l CD19*B 4 {3508 T 1%, (B4

BoE . W FRM, R RTX AR U8 1 B 44 75 1 41 i, 60 45
CD20 4 A3 fiir 5 40 A 75 i 3 A N A 45 22 47 7, 2 RTXHR
ST IR BRI A e W EZE IR I, A i A4 F T RTX A
M2 B2 DU (anti-drug antibody , ADA) By 7= 2R,
1.2 F—RCD20 ¢ %4tk

ERTX Z 5, 45 —AUAIEE =X CD20 B Rl S pie ik 4 th
¥, B FE ocrelizumab . ofatumumab . ublituxima UL A obinutu-
zumab 55, W) Z20& HFIRYT B AUMLE IR . ARG A H 1)
B 4l Jg #6555 F1 CD20 73114 AL, al A2 S 1 89A 1T A 4
PR, Hor T TR (B2 35 ocrelizumab | ofatumumab LA 2 ubli-
tuximab ) 572 CD20 T8 430 B NR A8 h M fb . A, T 7Y
P& obinutuzumab 3% 8 JLF- B4 CD20 R &£ Fl CDC 5,
{ECHCER ) 3755 B A0 0 T L K3l 3 ADCC A ADCP 63 B 41
ModgThfedEH K", 5 RTX AR L, H—10 CD20 Byt £
AL (B 1 Ocrelizumab ) 5% 4 AU (491 401 8L 7L FEAC 2
U, ofatumumab ) , AP JEVEAR , 7] I B A 558 (149 48 5 B 4N
JAEFIUA BB A PR BRNE o A7 > 24 JE ofatumumab 7E 1
BMETARPE MG B h s tHRFEE R A 12 B 3 SE RN RTXCA
B, AE % B A i RTX = A s ™
1.3 CD19 # 4tk

25 F) Bk PR PT (inebilizumab ) J& — Fh # [0 B 20 Jifg 2 10
CD19 W NEAL 1gG 1k B B g B BT A, 2022 4F 3% H B K 24
it W B IR AL HE T KB AR 1 4 (AQPA) PR B MY
AL 22 B 2 1% 2 9599 (neuromyelitis optica spectrum disor-
ders, NMOSD) A EH HIIATT . CD19 #35 T4L B 4H /i Rl B
ML R A B A S HE B AR 042 B AL R4 A
H 43I 2L, 1M CD20 £EAH. B 21 B LA K A 5 B 4 it R 240 it
ANFEIEN P, AHEE T RTX, inebilizumab A8 8545 4 FE 3 B
YA AN SR A . B AT IEAE AT 1 TR XS MG Y T
Wizt BUE BB R RIS, LOTAl inebilizumab
X AChR-MG 5 MuSK-MG 8 & 19 %2 A PEFIA %
1.4 HAbyed Baafaed & 4 6 7
1.4.1  DIAIARBF (Belimumab)  Belimumab 42— A AL
TgG1 N B B sE LI, TR S P 25 5 - BELIBT BLyS , L F% N B
20 B 15 K IR F (B—cell activating factor, BAFF) A9 1% M. MG
AT BAFF KCF-THE | B BAFF 5P 2254 5 MG 5 &
PEA 5%, B I BH B BAFF J& MG — A W 76 16 16 97 I ),
BAFF 5 B 4 i 2 11 52 A ) 25 45 T LABEL T B 2 i fry 0 72 AR
W AT o B9 R I KR8 BAFF 16 5 /N U A
ok 22 (4 A B AR B S BoAA, DA B G SO Y S
T BAFF #5290 1 B 240 RS b Bk 28 1 i ] 8 g /01
SR, 7E 1 I5U5H X AChR T4 FHE gMG 1 I BB AIL 22 et 70 of
faae rh , 54 41 L, IR A Belimumab 1) 32305 7256
24 JE B 5E it MG (quantitative MG, QMG ) 343> 8 MG-ADL Jf:
B B 22 57 I R BE IR B FUTHA R 24 15
142 %‘%TZ@%’*(Telitaciept) Telitaciept R HE A B
IR L A P S PRS2 AR PR RS R T, Jad i T DNA 4%
AR K N BLyS SZAK - 15 R ) B 5 R RO IAAR

H AE ¥ (transmembrane activator and calcium modulator and
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cyclophilin ligand interactor, TACI) i ffd #1452 14 7] 5 P &8
53,5 N TgG1 1Y Fe Bt fi e iy 4 N TR b4 4 1, J2 50T B
A B 1 (B2 S ) YR T 2459 . BLyS L APRIL 2 IJgg SR 38 I 1
(tumor necrosis factor, TNF) 1% B W~ Bl A, J& B 41 it A3k
2 B T AT X T, F T TACT 324X BLyS Fil APRIL HA
R BIZE AT, Telitaciept 1T LATE i BH W7 BLyS 8¢ APRIL 94
Wy E M DTG 280 BELIT B AR L 20 A 0 2% 8 LA L B kil
N30 F B TR, 2021 4F 1% 245 W © 7R TR E AL N
16 340 22 G2 P £ BE AR I (systemic lupus erythematosus,
SLE)IRYY . M4k H i Telitaciept 18Y7 MG 1 11 351 F0 1T 1
W ZHl RCT IR 5T 45 5 1 R & 26, (L A Telitaciept i
URATEMERTE MG A~ SR RIE™,

2 AMEHIEIFIE MG HEY Rz A

HTER SR MA R GE R 2RI A 52 DG T AMAII R 30
AR Z B B G Vs , AN 2% PE RN 1 218 11 R A
(paroxysmal nocturnal hemoglobinuria, PNH) . 3 HL  7 1fi Ji&
FRLEBHE (atypical haemolytic uraemic syndrome, aHUS) 25747
kT R AR A HEAD o 7R Ml AR R R B ) 4
NMOSD #1 MG i i A AE % 22 P . 5 MuSK-MG 1
LgG4 LA IETIA A , AChR-MG H ) FEZHUA W Ry 1gG1 Al
IgG3, PUiR &S P o il s 2 I AMAE i, R E &
¥ C5b—9 (membrane attack complex, MAC) FFE i , B IR 58 fik
S BB Y, DRI T P A A9 50 550 BEL BT 5 fh i A 1 DA B
Z i J PEAE MG 993 184 b R v B W e i ™ i
TE MG 45U A I PRIESE S 71 32 2R R A2 T C5 1A i kMA
POHIF AL HE LT A AR AR €5 0 5K FE 2R T (Eeuli-
zumab) \Ravulizumab F1 Zilucoplan',

2.1 4R EZ#EH (Eculizumab)

Eculizumab > 5 R & F1_E 7T (0 AMASIH1 37, k£t
i A 2R G R i A [ 43 C5 45 1Y 0TS BELIBT C5 240
C5a F1 CSb , A7 AL MAC FYTE B, DT A0 222 JUL PR 4 Sk
(TR FRZ M f5 B S5 H IR o 124 5] T 2007 4R FDA
HEWE AT PNH LU aHUS.

£ 1% 4 ) REGAIN /) Eculizumab T 1] MG IIfi K 12 56
B 125 BMEIR P gMG 1) 32338 Bl AL 43 P 422 52 w0 Kk O
Eculizumab 8% Z¢ & %] . B 2R % W 5 2Kk 1Y worst-rank
ANCOVA G207 g A th T MG i s i fit 7% A4 28 & T H 53
ENESTVER I EEER 32 I i S IR EPEE 2110 & 2 9=¥ih]
G, ALHE MG-ADL -0 QMG P53 A1 15 3 MG AE 15 5t
&= P4 (Myasthenia Gravis Quality of Life 15—item revised,
MG-CoLL15r) BY728 4k, , 35 5 H 5 22 AT B, Eculizumab 20
BEEIRBGEV .. b, £ REGAIN HFlAr &4 R BT 58
T HEZ T 130 JARTAYT I L 88% AR H RS T B 57%
WETRUNRZS . P, 2T REGAIN FFFE 1945258, 2017 4F
Eculizumab #% 3% [E FDA it i F + 34 7 AChR ¥t ¥k FH %
eMGM, 2023 4F 6 J & [ [ 5 245 i Wa B 45 8L s 4tk 7 Eculi-
zumab [ T J7 AChR FU A BHPE 9 3fE 16 75 gMG N B

20244F 1 7 1 H#E A RIEE E R ER H .
2.2 Ravulizumab

Ravulizamab 42—k C5S 0 #H15] , F1 Eculizamab B4
ARTF BT I 25 5 R AL, (H HAE B b s 1A, T DA 45
[ 8 JH 22, eI At i iRy T PNH AlaHUS"™, 2022 4F 44
ZAE R A T A 2 GBI MG, B g e 8 i A 3kt
LI PRAIE 8 5K R T CHAMPION 55, 3% F 5%y B WL XU
B2 IR % By LB PR T, AT 175 1) 32383, o 86
1547 % Ravulizumab, 89 1] BRI o [F) & B 41 AH L
26 JA16Y7 13 , Ravulizumab 2 MG-ADL H F31740 il QMG T
Oy PR W 0 A, ELYP RO 1 G YT T iR — AL
5526 JH .
2.3 Zilucoplan

Zilucoplan & —F & BRI N RS C5 #MAIIF %t C5
AR I C5 I n R . 2 [l I L BE S
A B BELIKT C5b F1 CO AR ELAE IR 2G0T A 0] 2 7%
Eculizumab i} 25 () PNH &8 & (94N ROR T I . 22510
DE R LG B FRAE T, PR R AL A K B T 4 2. Ho il PR 3
FEEORYET RAISE WF5E™, Sy B AL AU 2 J 750 8 B39 i
PRI, oA 174 4132303, Hovh 86 il 42: 3% Zilucoplan (5 4
0.3 mgrkg) IGYT , 88 B M LRI . S BIFNA A L , S
2225 12 J4, Zilucoplan ZH ) MG-ADL P43 F [ M & 07k,
TEIRIF IS 1A A, BDULER B MG-ADL P43 iy W 8l e , Jf:
FREEFEE 12 AP, 2023 4F 10 A 17 H 32 [ FDA it #E ziluco-
plan F TI5YF AChR HLMA FHYE R AL eMG .

Zilucoplan VE Ry —Fh /N T I, A3 T Eculizamab 2537t
W B AR R RN 2 )5 TeG IR iR 12, (A2
FeRn f1 i 5 A9 52 08 03X — R A5 5 FeRn 9011 550 79 B
[FEYAYT MG FFRE T8 m REE

F TAMAS R R AE T Hoi = 2E 9 N g ER 1, H AT
A UEHE R W el FHAMACI 5006 77 s TR B B AR
P B A5 IR R T BE S R BUNTE SRR K . 53
Ab X T R 28 MuSK LR B ME MG B3, i T H SR Z
IgG4 EHY , ARE O AMASTR AR, DR HCRM A0 4] 70 30326 026
B MG H B T ICRL, X AU MG 838 19738 AL

AMAN ] 7] (4335 Eculizumab . Ravulizamab L X Ziluco-
plan) {1 T Z 0] T AMASE P (A5 R R A R, L
R I IR 22 25 B (N.meningitidis ) A B YL WL 25 388 finiel, 73
WCHE AT HIAMACI R 300 2 1, I e R I 8 2 B e i . R
UL, Q2R LA FAMASI R 3R] | 5 2 i U TAE R
LR 2 R DL R i R AR o R R R
FIRPEE 247 247 J5 I TR IR 1 7,

3 FcRn¥EmFIFE MG Sz A

FeRn J& —Fp 3 Z AL ZUH 254 2 & ) 1 (major histocom-
patibility complex T, MHC-D)#{5¢3Z {4, 5 MHC-1284> T-4544
AHALL, J2& M 40 kDa B9 o 4 F1 12 kDa 19 B2 3k 2 H
(B 2m) st A 45 4 1 B 5 R 44 . 1958 4F Bram-
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bell FWPVeg R 48 R T, N AR AE LRI 2 19 52 PR 7 50 B
e oG T i 45 58 BB LRI . 1984 4F Rodewald R Al
Kraehenbuhl JPPHIESE [3A 1gG %38 f77E pH {H A . 1989
4F Simister NE 1 Mostov KEFY B R 7E 5 A= K U TE Rz 40
PR B IR T X A2 A . FeRn S8 A A A E IR LA
B LA T 16 S0 A0 i 4120, DY e iy 44 R A2 L Fe
ZM . WJE K FeRn JLT- 3R 1E 2 SRR A LU, DL
YA | L 2 AN DA KA 2 B 200 A L B 9 B 200 A A0 5 e 4T i 55
B I8 A M Bk 2

A FRAE LR, FeRn 38 35 pH (AR B HLE , 5807 1
1G 454, S A I, (2 0F 110G 1m0 WG T PTG 20, 4 25 1
WleGCK TR . BT 25 1gG R, FeRn BN S T 1
A B R MRS S A E AL A0S AR T
IgG 5 FeRn B2 G074, I FeRn 1] DAAE v 40 b 5] s 445
A 1gC 5 AE A, M H FeRn 5 A& FAYSE A R FEFELE pH
(BB

PGB T, FeRn 38 i A BOR M 1eG 1921 11, i F
T A SRR R A R . L B0 FeRn N 22
PR B A B R TR (W MG) fIRTF B e % . [l
£% FeRn 45 H AT ARkt , B AT R T B & (1 FeRn F5 4071
KRR S5 MY FR AR AT 43 2 328 . IgG-Fe Fr B 58 4% 1eG TN T.26
5 Fo
3.1 w3 & (efgartigimod)

efgartigimod J& 1 #2236 A T2 el v 9 A Pk 1eG1 Fe Jr
BLAESE 10k FDA HEHEH TIRYT AChR FLiR BRI MG 1)
FcRn 37 o efgartigimod 1] LA 34 H1 55 1gG 35 4+ 5 FcRn
B 45 A T BRLIBT TeG (4 PIAE 3R , AR B0 M TG Bk m sk
Vo BEAb, efgartigimod FJ LAZE— & FEEE L4 FeRn [N, DA
T HAE B[R]

16 11351 RCT I R WFFE v, 24 491 ACKR 450 44 BA 1 4 MG
ZAE PRI 32 5 1k (FE 4 0O K 10 mg/kg
Ay efgartigimod o 22 7)1 45 R, efgartigimod ZH I3 &L
1gG /K PR EE 2 de R T B 70.7% ; 3 Jo — UV I 8 Jl A
TgG 7K AT L IE LR BRI 20% . 1T HL, T TG AL (1~4 #1) 1y
SR PG | B SR ARS8 0 . HT AChR B4 K T TR RE
K2 40%~70% 15 Z /0 SE 6 81342 efgartigimod Y77 HI %
KT, 75% MG-ADLT/ B Bk 3% .

TE ADAPT MY RCT I R 5% H , 167 1] @MG H8 5 1% Fifi
LA BE (1: 1) 252 8 i 1R (A B S 4 ¥ efgar-
tigimod (10 mg/kg) B VG EL ) 2t . A5 R BoR , B MIRYT
JAIH N MG-ADL P43 i 36 >2 43 1 S8 25 LU 491 /&5 3k 77.8%, HL
KB e/ NIR S 1 323K 15 1) 40% (MG-ADL 05 1) , i/ T %
RERZHR 11%(P<0.001)™ . feJ7 — K 18, efgartigi-
mod ZH B TgG AL AChR FL AR 7K - 74 S 349 F K 1986 e 0 31
61.3% Fi157.6%",

ADAPT P20 53 Fr 48 5 8RB, JEi8 /& AChR B4 B 1
AChR HUR B (7 MuSK Bt 47 BH 1 B 44 SR 1 HE ) 1)
MG 55 , efgartigimod 4 IIfii JR 1 3R V¥ 43 & 5 1 2 (MG-ADL
QMG #1245 ) Ak 2] fe/ INR A 1 HA9) IR RE O 22 BRI 40

TE AChR Fu AR BHE AHEHF , efgartigimod 3477 J& H & A HR AL
BRES R FUIT I L MG-ADL T4 3445 31 W] i et , Hogk
S E SR i

efgartigimod X gMG S8 5 B B 197 RO & 41 5 7
I $AF0 TG PRATF5E 7, efgartigimod PR T 44 TgG AN 457 4
1gG (1~4 H1) DL Bz AChR B 7K, AN 52 i HoAth S 2 2R 7R
(4R [gM  IgA) Fl B K SF o efgartigimod 21 5L AE 5%
SAE KA RIS, RZHOR B R0 ™ ERREE Ry
RO R AR LAY R R
3.2 EA) F3(Batoclimab)

Batoclimab J& 1 F 0] iz 5 7 84 49 4 IR 1gG 1 B e B4t
FeRn$iiAk, H Fe Befl 7480 LUB A ADCC FIFER , Mgzl
X FeRn FUREIR . 78 N FEFTAY 1331 T39I RCT I AR B 5T H , 3
FH5E 30 1] gMG 3240 B, Bl HL 534 Batoclimab 20 (340 mg,
n=10;680 mg,n=11; & JH 4525 1 I, F2k 6 J& ) sl 22 Bt 7l 4l
(n=9) ; TEFF AR ZE 16 Y7 0], 45 2 A1 45 245 340 mg, F52: 6 JH
Batoclimab 7 F 24 57 7 K Bl ] 3t 3 (AR i 3 AL 1gG K,
340 mg ZH F1 680 mg 2H 73 I KFAR 23% Fil 44% , i 42 54 57 2.4
] 1% M3 6 1gG K A5 43 Rk Bl K% IE 340 mg 411l
680 mg 415351 °h 57% K1 74% , 117 2 REF 4 K 2%, AE TR
WESE  , TRIRE SR WS LI TgA IgM 85 1gE /K784, {5
Batoclimab 2H A% IfIL 75 F1 25 & i 52 750 s A0 1 1%, 452 1
2 6 JH J5 P OR B 1IE 5 KPR, Batoclimab 3 HY LI (122
SRR 32 M RS S A AT ™ E N K R L
) TEAE J2 & JIH [ B2 L E

PR A BARAF TR MG 8 TR I PR I 3
1Y FeRn $01157) , FEY Batoclimab J897 ¢MG S AR 24
PR Z L BEHL OUE 2RI IR A BT B I
PRIRIE H A 2 27 B N 52 A%, IR 58 85 5 F4-4E 3 H KIRI &
F ZIFFE SR 178 P [ gMG AR B ifE AT A, L
AN 132 ) 3235 (AT SE, B LA I 3 4 1, Fe
131 1 A H AR B MG (3 AchR Fll Musk Fi ) . AZH %
AL 43.8 %, H 88 il Pk (67.2%) . 2 ZiRHE R
2R UEBIR YT AN B AR YT R 4G B 8 1 R T
Batoclimab 680 mg B¥ PT R (12 &t 71, 3 6 J , Bl J5 647 4 JE 1
WEE . 45 R F I Batoclimab H HMAK FHE gMG 1228 1 4M9R97
JAIA T MG-ADL 4722 2l 2 26 (58.2%,39/67) , W i 1= T &
RN (31.3%,20/64) ,2 4 Z [8] 22 545 Ge it 2% 5 XL (OR=
3.45;95%CI=1.62~7.35; P=0.001) . [Flif & B, 2 20 [A] MG~
ADL PP () 25 S i R R B AR iR T IR 56 2 8 o MG-ADL P-4y
FEAIR (0 2 8 K 25 53 B A frdie 5 — IR 25 1 RS (5543 K,
G MG-ADL P43 V- ¥ F#AIK 1.7, 1 Batoclimab 4173
WA 3.6 2H 6] 22 5} -1.9395%Cl=-2.8~~1.0; P<0.001) . %
M, SIRIT AN BB DL RN B SR A
1 22 BERV 453 90 36.9% (24/65) 1 7.7% (5/65) , Tiii Bato-
climab 414351 4 70.1% (47/67) #13.0%(2/67) . % W5 A%
TR I AR g 2 5 CH [R) BEZRAH L , MG-ADL i 2 3T-43
TRE3 L b i 4 e ) 2B ESE T e
eMG NHE AR 1A RCHE N2 APl Ak 75 B9 KR AR i DA 3E
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— B T S
3.3 Rozanolixizumab

Rozanolixizumab J&—Fh J7 T~ 25 25 69 N IEALPL FeRn IgG4
BEREHUR 75 pH 6.0 fll pH 7.4 T ] FeRn ELAT 135 26 F1 3090,
Mycarin G IIfi R 56 J& — WX L BEALXT B8 A 103 40 5527,
S 1E Pl Rozanolixizumab {897 MG Y7 RN 22 4 . g
A 200 5] MG ZZ1X75 , BHL S AL 4532 7 mg/kg 3% 10 mgrkg #Y
Rozanolixizumab 5% B , 4301 32 303 43 J8) iz 74 12y
Yo MIELLENEE 43 K1Y MG-ADL IS (84 55 78 2 Fh 3]
15 9 Rozanolixizumab YA J5 YR 22 B0 20 B B AR . itk Ak,
W% BN IR L 5 (LS QMG AT MG 25453143 ) 7E Rozanolixi-
zumab A W B ok3E . 2023 4235045 25 F FDA #HEdE, T4
¥ AChR-MG Fll MuSK-MG .,
3.4  Nipocalimab

Nipocalimab J& — Bl B 5& 16 (19 4= U5 1gG1 PR v B T
FeRn Hi 4, 76 pH 6.0 il pH 7.6 T XF FeRn # . 75 1 25 5 F
S 1 TEE ML XU 2 R R T I R A T
(Vivacity-MG ) ¥ 68 5] @MG 5 (4035 64 1] AchR FL A BH
H1 445 MuSK FLARBAME MG 8 BENLAY J 4 TEITAL(S me/kg
Q4W .30 mg/kg Q4W, 60 mg/kg Q2W F1 60 mg/kg 5 ) Al 1
AT (Q2W) o ZMFFE EE P4 Nipocalimab A 5% 1Al
WAtk HAT BRSO 57 KA T 22 A9 MG-ADL
BRI (SR L, B ES: 4 )8 MG-ADL 4>
FEAR=2 03 ), G A PR 2 IRIT A AN R R AR
FEPE RN R, R R IR AN G A T, 52% Bz
3% Nipocalimab JA 7 1432 10 1) MG-ADL 143 2 S P | B
B RITHRE AR 12 44X 15% (P=0.017) . Nipocalimab
IRYT M A B 1) & A S 0 22 B R L AH L (83.3% vs.
78.65) , R MEL BN FE T ™ EH A B F A &4 . TE Nipo-
calimab 2 7, W 5% 3] 1o G 7K - BEAG 55 1 PR AK 25 =2 A1 A7 AEAH G
£ (P<0.001)1¥,

4 Hfth: EREEHDFIF (proteasome inhibitors)

K I AN R G e R G0 Th 2K AL B A0 A, &2
DL T B B 78 4E 353 W M e g% Uy TR FE R B O B AR
A, T = 41 B 3R 10 CD20 43+, X 2 B BB fE N £
FRHE ] B bk L A0 MR 7 R I T 250 . iy TS AR An K A
TR WA R RERRE O P& DR O e, f 2tz
- AR R AR AT A RO R AN bR R
i K EIN7as R P e i d S N E Y S WN TR 7 A =R
MR T, R 42e 0800 T R B BT A g A

FESCE M B o MG Y R BB AY ey | B fA oK (—
TR v ] TIRYT 20 e o BE 0 2 i R 30) ) T L
i AChR T4 % FE AR, I B 1k 5 fsk J5 158 1740 8 Gl 45 44 45
5, B2 oR A MG T B N U AT R . SRk 5
I AR 1 AT 39 525 W R ], Carfilzomib 28— A
B A 550, 55 2 1 i MAC SR TT 0 v i 45 5 E B B AT
1k, W& A Carfilzomib H T MG )l RAF5T .

15 10 247 A A0 R AR D g Ot
A AR AR RNA IR, RORH s 1 e R B YR
91, AT A SR BT MG B4 B S HIL A i F 1 T B o A
BT ARG MG Bty 7 J7 ik , B I in I 7 AT B ORGP
BB MG AR BRI R Te] o e PR B2 s A IR T B2
e BRI S BRI, 2 IR B ] S ¥ Y P AT A7 A — 2L ik
TR AR TR0 151, S L ) 245 00 () 8 496 AL, T %) HAS A
RV TR B 22 o 25 I, TS O B PR 30K 52 DR SR e
LR ZG W 2 A E PR IE IETE T IR R S CR BT R
N TR] 36 ¥ 7R I ] A% S8 Xk 2 24 i A M A, () e
B RPN ARG . HIK, IRy = K
HAT Bk R e PR U HOEAE TR I MG AR, I
FHREEZ MRS . e m RIS B, BT AR ) 25
ZAE N MG BTG IT , AT 5 4 58 Sy 7 ik , F T i Bk
Z AR IR e R AR W, AR A A S AL A i R A Al L
U IR R

Z % X #
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