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Abstract
Myasthenia gravis (MG) is a chronic, fluctuating, complement and antibody mediated autoimmune
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disease that targets the postsynaptic neuromuscular connections in skeletal muscles. The main
clinical manifestations are systemic or local muscle weakness, and easy fatigue. Acetylcholineste-
rase and corticosteroids remain first-line treatments, while intravenous immunoglobulin (IVIG)
and plasma exchange (PE) are recommended therapies for acute exacerbation, especially in the
crisis of myasthenia gravis. However, the treatment of MG requires long-term immunosuppression,
and traditional drugs have diverse selectivity but require a long time to take effect, with corres-
ponding adverse reactions. About 10%~15% of MG patients are ineffective with traditional thera-
pies. In the past decade, several new biological agents have emerged, including B-cell depleting
agents, complement inhibitors, and neonatal Fc receptor (FcRn) inhibitors, which have the cha-
racteristics of targeted immunotherapy, low side effects, and fast onset. This article provides a re-
view of the efficacy, safety, and other aspects of several biological agents.
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1. 5|8

FRELIG 7772 B B S PR T BRI e WAL I BRI 5 B S B, IR IR RIS
PERRWLEL S WTE ), RRBEEE. Hp ZERERESZ 74 (acetycholinereceptor, AchR)FtIA 2 i i WL 10
PEPUAR; Ak, LG ILRIRE S 52 AR I R U (muscle-specific receptor tyrosine kinase, MuSK). &% f&
AR A 32K 9S B 1 4 (low-density lipoprotein receptor-related proteind, LRP4) A = JEHil(RyR) i 14 Fifi 42
W R 5 MG KR - XL HARn] T3 AchR JE4E . 5211 AchR TRE & #1248 LA # 3k (neuromuscular junction,
NMNfE S, SHERENTERH SIS TE MG EHHELIN 0.68/10 Fi[1]. I )JLE & FDH
MG (juvenile myasthenia gravis, IMG) &5 =1 50% [2].4548 MG B3G5 IR B B4 ) 751 B8 52 iR
Go B PN B kRS S BR AR (A (intravenous immunoglobulins, TVIG). [ & #(plasma exchange, PE)
PALABROIBR N F . MG [RR T 71260 JIE Bl 5 400 ot 750 P X6 R Vi o7 A% S 1) S e 4], DA I IS ]
AN S A S e R RN ARER [3] [4]. R B RKRIEIC T MG AET-%, (H H TG ST Ik A A RE %2
i ERSGE A MG BB IR PRAEAR[5 1o K3 1 IR (] e 3 2 5 R PR « B Db« AR L e L
NEJHE G 28N B R S5 I o DA e Rt G2 S e A 00 R PR A S BIE A%, AEE 41, SIS ierT
BROEBIT Rk, HAERE S AHE B ke AMAZUN RN LA LT A2 )L Fe ZARB4HIPE- 5] #
RV LR FEVE . BEIRPE R IRTT, & ARG /iR IT Rk .

2. #MA& C5 HIHIF

U AChR HUIRTE FIENLTE S K00 Rk & HEAERH . $T AChR PUiAd H N 1gG1 8% 1gG3 Kpufk, o]
WOSAMAGIR R B, eSS TR A S SR AYE S B AR LS R R IEEZOER,
il MAC TR AT 503 EAMG JEAR[6] T PRI M5 I F AR ik K F 1 (DAF1)F1 CD59a Hfé /)N i 5
K5 B B B eV EAENLTE /[ 7]. AChR Hifisid & SUSABUEAMAREL, B CS ¥ ill,
C5 4rf#~ C5a. C5b, C5b [A] C6. C7. C8 F C9 HZIE MBI A Y)[8]. LRP4 Pifk)E T IgG1 2,
oy A M HARAE 1gG2 F 1gG3 &Y, W EuHFAMARG[9]. HT MuSK HifkF 22 [gG4 B, HAHRK
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TEM, AREBCGEAMARSL[10]. ML, #MA C5 I{E)y AChRMG MA@ — N EEREE A, X
97 AChR-MG 1RATI 5, PUN A4 LRl 283 il PRI FE A H A i 711 o

2.1. Eculizumab

T FIL A2 R MACTROS & AR B RS O JR K 2, eculizumab A2 1 AN3R A5 W 348 1 14t v 11 A 1)
AMAFIHIF], X NBALIT o5 TSR (mAD), T FEIIH] C5 AMAZLR I A S iE ML RS> C5a
1 C5b, LK MACCSb-9 EEDHITERANYIR. —IiEExT 14 FIxEGE M4 58 AChR JUABH M EENLL
JI1EFE (=18 ) IBEHLAUE 2B ) 7T, SRS S0 600 melV, #H—k, +F2:4 ), B
JEHEFERIE 900 melV, &2 F 1Kk, ¥4 12 i, Brf BB IR B IRG LI 14 RPN 98 7% 55 B
o FH 8 LG B Ma T, RAEH IVIG. PE BRI ZHBpr[11]. 7 HlEH+ 6 §1(86%)H eculizumab i
716 Ji, AR T EAENIIE JJ(QMG) P4 BEAE 3 7397 2 i, I B2 BRI eculizumab 697 41838 1™
BEARFMRETRMFE[11]. 765 AZ ORI, 7R ™ BB aE A B R AE T
T, B3 eculizumab BT HBEFIGIREGE B3 . fEXTULI A, i WA R BRI IE &
JLRNELNH 58 [12]0 75 55— BUREA Ry 62 29T AChR PUikBHPER AR T gMG B3 17, BF FDA
HE## 7= Eculizumab J&, A DAORGE 78 06 AR AMATEA,  1GIRTFBIFFSL AR 13].

2.2. Zilucoplan

Zilucoplan & —Fh& 1R N EEZS 259, ST C5 #MA I ZHH B A IR SRR A1, JF HiG RS CSb
i, MBS Cco AMAMIM EAER[14]. B AA BREGZ . BIME KL FAZ(SOMMRE[15]. AL
Pem BF KM — 0 I SHBENLSUE X IE 2 s RS, LT 0.1 mg/keg/d F1 0.3 mg/kg/d PHiA 57
B R4 zilucoplan B2 B EAF 7T, R8T 12 A, FZPIA EAIRKE UG T2 Lk
#, {H 0.1 mg/kg LN, HIGRSGEEAW 0.3 mgke AR, S5%BFMLIL, Zilucoplan BFH B IfH%
EPERIMN 32T 16]. 1 I EE IR 0.3 me/kg &5, JRAREERINE, FFRE M55, BAHAR™ KA
RSN, G0 B 48 BR B S YL 5 FE T 16] - Zilucoplan T 3K18 FDA FFWLZ55ks, FT 697 HE 2 EEHL ARhr
PUARBHM: eMG, HRTIEERT 1R 17] [18].

2.3. Ravulizumab

Ravulizumab (ultomiris)tH & —Fh =25 f 7745 & #MA C5 BN 34T, & — PR scMA C5 i)
#[19]. 2022 4F 4 H 28 H, FDA #t# ravulizumab T3t AChR HuikFHYE gMG FIVRTT, 2413k
T EMA [1#ikifE, 1E NPt AChR HUikBHM: eMG HIBHINST 2. 5 eculizumab FH LG, & HA T & 125305
BN, K TR, T RAEE 8 4R 2 —IR(IM eculizumab &F 2 JH452—IX), ravulizumab REf%4E
FRFFE IR R S B RO 520, WA 1 4R [20]. fE—TRENL. XE . 2RI R 2 doo it s,
ravulizumab B 2B VAT 26 B JGHEAT MG-ADL. QMG ¥4 Eb#, ravulizamab 2179 W70 ke H 26481k,
MBS R T2 BHLA, HAgm X 21]. Hit, ravulizumab A7 gMG EAT R0 8500 K 24t
FEW & gMG G2 i TT 1 7% R J7 H R AA1R KA B .

3. FcRn #)i5

HIEWNIE S 55— N E B A2 FeRn, EEAFIMAIMRIA, (HixEERE M N K BRI, R
B EEEPUAR Fe #5r, IR PUA S S AR N IEEEIR[22]. 1gG @it it Ngiie iy, 75
VA, FeRn 5 IgG &5 G0 1gG B B A B iR i & 1gG iR, BRI i[23], X—d A
T 1gG N F 1 H S M0 (W MG K RE o 1@ #0H] FeRn SRAZZEEUR 1 1gG BIFEAE KN MG ¥677 i
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SR o
3.1. Efgartigimod

Efgartigimod (ARGX-113)/&—Ff N5tk 1gG1 AT2EM) Fe BB, @il msE M 1456 FeRn 584 M4
IgG FHEIR, AL, efgartigimod 4ERFIL pH MM 45 &g F1, AR MG -FIEIR, MM e 252 1
[24]. Efgartigimod C\EZANE KM TVAI7 AChR-MG. {EM@HEEIEH P HEATH 1 HIWF R, i)
) Efgartigimod A 7E 58 2 KIFAK 1gG /K°F, 7658 6 KREH 21 K2 FREMERE R, ZIREGEZ )G, Mk
IgG 7KF N % 75%~85% [25]. BIVE A S . k& 857 . RT3 Ml CRP /KT E[26].
TEPL AChR HUARBHPERI 4 5 B MG 838 HFEAT 00 1T HHR R o, W — IR ZTE, 1gG vk
b, IR YK 25 )5 — FE R ik 3 70% [26]. Efgartigimod A B AT B 3200 LK 224 . Bl WA
R I IV A Sk S R S MR 4%

3.2. Rozanolixizumab

Rozanolixizumab J&—Fi NJEAL 1gG4 F Pk, @it 45 & MK FeRn Z&REH, FEUEH 1gG
KR BE[27]0 ZPUAET 2023 423545 FDA #tiE, FHTR77$H1 AChR HifRFHM:-gMG LL A4 MuSK Hif&[H
PE-MG. Rozanolizumab SAT 32V R 4T, fH WA R N2 LImAIEYS[28]. HAT, C4588 1 OLE
W72 MG0004 (NCT04124965)F1 IEEREAT 1) OLE B4t MG0007 (NCT04650854) IE7E PEAf rozanolizumab [1)
KA 22 Ak

4. B ZRBEFERT

Rituximab

P2 PR —ML B AR, BRI TR T ARE A S EIRE129]. T B 40 A4 8otk
PURAEFREUC I AR, Rl 28 PSPk 1A TR KRR R 2 AMN30], ST ERENE /T
FZB R — Rl i S B TR PR, FXF CD20. CD20 ik T A B 4l 7£ Michael K Hehir [31]28 A
FIXUE B R i, 2IN 77 &30 MuSK HUikBHTE MG B3, SXTHBZ(16%)MH L, #5252 8 it
Y97 (58%)ik B E BT R LU SE v, BJm —IRBEVTI . 29%K R 28 BPTIR YT B IEE IR B, 1
XFTHRALN 74%. FIZ Pt Ti6y7 JLE EENUE IOMG) . fE—TU R, 10 %4 IMG 3
ZHRZERPURTT, 162 MU, 6 4 EE(60%)IR1F T 5 &Mk FH 23R, 7 % B35 (70%)0 /D
Fe G G B MIFIAE T, R EERINE RSB RN (30%) [32] Z5 BATIR, FIZE7E K LE HAEN
To 13 R 0 RO oz a1k

5. &g

5T KB ZGARLL, BENLIC 1 8 MU A GGG T AT AEVE 2 1R, B ST S e 4
R ARIER, B2 10%~15% X EEAENL /1, M HEm 1 BF AT . XL RiaT
2997 R, BIER >, AT LR MR IR PRAE IR B i B ARy T, EAT DL A% G e e d rU A . 4R
1M, BT XGRS INT %, AR B — i A IR ORI A S . I How 5 1) 98 PR A
THAER MR, HAEJLE R T RONE, 2 2 K R TSR R IR -

SE K
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