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Abstract The treatment of immune-mediated glomerular diseases has entered a new era with the advent of biologic

therapies. Based on the Chinese Expert Consensus on Biologic Therapy for Immune-Mediated Glomerular Diseases and the

clinical practice guidelines for glomerular diseases issued by Kidney Disease: Improving Global Outcomes ( KDIGO), this

review systematically summarizes the classification and molecular targets of biologic agents. It further discusses recent ad-

vances in the application of biologic therapies in common immune-mediated glomerular diseases, with the aim of providing

guidance for clinical practice.
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¥ 7% "5 5 ( minimal change disease, MCD ) F J& 415
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and calcium-modulator and cyclophilin ligand interac-
tor, TACT) A1 B 411 it %t #4471 JiL ( B-cell maturation anti-
gen, BCMA) , i 32 #)) ] BAFF F1 54 51 75 7 BC 4K
(aproliferation-inducing ligand , APRIL) 5 X 8t 5% {&
W45, Al fdE B A0S S AN PRI

() AWl 500 i PR IO FH 2 i

1. 817 B 45z {4k

1) 47 CD20 B 3¢ B 5T 44 F] % B BT (ritux-
imab, RTX) iy A Uiz & B 1gGl B reREHUIR, & i
B T R e 2 /Y CD20 BE )35 7
2, CD20 J& B Wk 4 i A R mHo i, F 28R
KTHT B 45 A B AR B B, i 1l T 40 B
FELZR AL 2R o0 2 A0 B DA e N AR FL At T #2213
RFEZS T o RIX B ds & B 41 1Y
CD20 )it , 28 b BT A A P4 4 i 7 4 (antibody de-
pendent cellular cytotoxicity , ADCC) FeidA i1 2 it
W AE A (antibody-dependent cell-mediated phagocy-
tosis , ADCP ) FURMA S 14 21 i 22 VE FH ( complement-
dependent cytotoxicity, CDC ) 4 Z Fh HLiH , & £ 15 IR
CD20 + B ik EL A0 AP

BLZ R BT (obinutuzumab ) 2 1 2B RE ALk
1Y A JEAL 1 BI9T CD20 FRow Bk, HAZ O
F 4% - O] AZ XA G , o2 S TE AR @Fc Bt
FE R A B 1, 25 14 98 ADCC/ADCP %)
@4 CD20 J5 LT A KA WAL, AR FHRCRTE &, %
IS T RTX™ o B A LT (ofatumumab ) 2
5 AN N BT CD20 iRk, B4 &
CD20 43F I 2 AR [EF RTX R B S A £, H
S50 DX SR B 20 B % M RS 0 sy, R I BB 15
SR CDCY o MIL62 J2 22 A Ak i Y 1T 7
Pt CD20 L pEBEALIAR , 5R ] MabWorks-ZFN FEH5 fhk
DRl iR H AR S Fe BEESMU LT 58 2l BTt
Xt FeyRlIla i2E A7, BEMTEEE ADCC, i B B
B4 R ASURIY B 40, A A S o

Pt CD20 Fyg BT T L0 B /N BRBAR L 1735
FPI BT B, Horp RTX 4 1 B o i, HLAe
RMERGEE s L B Z5 5 iE \MCD  AAV 45505
H A, © AR EGE 2R R BUS 4141 (Kidney Dis-
ease : Improving Global Outcomes , KDIGO) & /N Bk &
RIGFEH LR o SR, RTX A7 76 X 36 P55 91
A5E4e B MIFEESF R BRI, B R BORYT A A
s A Y 2025 AECHINTTT) TR R i
Lo FEHL BRI R 52, Je T PLA2RT Ry AR
il € AMARAL BTX YR YT T 58, FHE TARHESE IR 1R 4T
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TR , BE I 5 4 = I B SR 12 A B I R 2%
fife R, Sy RTX ME A 19 1 14 36 97 3R 430 7RG o 1k 18
PRI ET— AT CD20 BT R BIE K 5 R,
I AMETE R B R TR IR T R T R . R
FRPUATAE i RTX 35 77 To R0 5 PR 5 5 10 B AR 1ok
B B R B R SR SE . B
BRI TR S & LR R Bz A e ry T
A PRI 56 vh 7 R O N T e R o
MCD FSGS J AAV Ww@sl a7, &kE
H WA 5 =48 CD20 FT MIL62 J5Y7 R B i
() TR I RAFF ST R0, 76 i 58 2 22 fif %80 50% , 35
R YA R SEI 12, 6 A5 T, HoA IR G
HHREL R AR = R

2) ¥ CD38 H g R : A 2 s kM gk &
P /BRI R, CD38 + A0 A kg 4% 0 20 1 40
RO AE , AT 3E A S 4 B Br AR AR 9% R S e g
BEW, 258 /INRIL I R B A S g
AP TUR A OC BRI R, P CD38 H g B P (4 38
TR ) BRECE S AN, $T R T AL B3R T7 X R 43
SEVAPE B /IR TR BRI IR BE

KT 2% JUERYT ( daratumumab ) J& A JEEHT CD38
By REPUAR, W RE S ESS & CD38 01, 5 T 2R Al i
1 R E 2yt ) (P L I3[ R e I W = <
yalE 1gG TR R34 AR M B /R T C3GN Hon] gt 2%
W RIS G R

FEVGEZ BT (felzartamab ) 2 #8 [7) CD38 + 3% 41
55 SR A T ) 4 N TR B R REBTAAR , AT R S5 T R
BARICBOR K AN, EAZ W H4 B 4L H .
XL 1k ) R B0 MK A0, A 3T AR N
Gd-IgA1 K- FFEEREAIR TgA B B3 IR B K OF,
(] A O R ATLAA I 85 AR R B i, L& k2 gk 1T i
PRIGUE , A7 HE R 2Bk IgAN f8 35 o 45 1) B g kg |
B shReR PRz > .

3) B 2 5 DX - A m) 25 4 : BAFF F1 APRIL
[F) i Jih e TR B0 DN R R AR, 2 4R+ B A IF S
Vi 43 1 BAFF 3K F 5 i i 4 28 1R 40
Mo S T A SE AR R 1A, P75 B 4 i 3% 1 A 155
I 71 F TACI . BCMA & BAFF Zi&%5 4 b mifE it B
YHMOAFTS HEPE PUR R, IFE S B A ik o K
Y, APRIL I 3 258 53 5 BCMA Fil TACI 454 %
ARG Edy B AHREAENS R L T, W2
5 B 4R PLIAR N i B . BAFF 5 APRIL 1t
M2 5 Z2F0 B B S et 0 A AL, A DGR
R BT Bl 1 A
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a) #8[5] BAFF; DUH]JE B0 (belimumab ) Jhy A
b TgGly BURTEREG LA, FT RS S 45 & BAFF, BHMT
HCEHARE 2 R AH AR T, o Wil B4 i 4 5
1o 55 A B ROV B 4 T %2 E T 2024 4R
PALAF 7 OIS shvE R B 2. B2
[l gt P4 BA 31 BF 58 TE 52 AR TgA B vh JHL 48 7 o
S AR TG R T AE T R

b) #n] APRIL. 3 D1 #] Ba37; ( sibeprenlimab ) J&
— P AL 1gG2 Hpe BRI, REE & R ) 45 6 0F
HAT APRIL, ISk B BHITEOR M TeA 19774z, TR
BIFE AT Tl % A VS8 09T 12 41
JEEERT FREE 56.6% 2, 2025 4 11 H 25 H
CL 24 FDA St by, R b 2 4858 b i i,
112026 44k 4, P A FE BT ( Zigakibart ) 24T
APRILAH RN WAL 1G4 FsglEpiik, [/ 119l
PRBIESEHAEE R B 1697 5 AT AR R B i, [
I Gd-IgA1 /KPR >

¢) #m BAFF Fil APRIL: Z& & 74 ¥ ( telitaci-
cept) A TACI ZAR R IS5 N 1gGL /) Fe Bl
BT, VE AT & BE S e, v 4RSS & BAFF I
APRIL WP SCHEANM K1, BT — 2 5 B 4i 0 R 1
FARL AR 255, IR SR I ] B 20 1) S5 % 1k
HEMT D TgAL TgG TgM SE 20 TR AR i, 1424
[ Py EL AR T R G MELLBEARIE ™, I PRI S UE 52
AT SRR 5 IR A BTG 0, HL 1sA
B I35 Hh S8 s LR {6 2 P R R iR e
60% ') [y TACI-Fe SR 400 4 37 f i 5 75 3%
(atacicept ) , 7¢ TeA B MW BEE R o2 A, R H R
P36 5 10 PR B AR 2 TR A B S R A A

2. PUAMA CS FLT G : #MA R GEAE N DLIK
(B A e A% 2 Oy, HOBOE i AR B A6 2 MR AR (BEAE
R BiRs , AR FERR IV SRS 2
4-#9) (membrane attack complex, MAC) , #ME RSG5k
T T B TR I S S U Ak g |
A AL /TR

MRPE R BT (eculizumab ) 22 A YL 54 g BE 47T
7, e 5 NZE CS AMASE F1 LA A ) 254, BB
% C5a FIRHFE CSb LM H RIEIR S Il )R B7
LEAAEC A, RS R F I RS >

Fi ) BR BT (ravulizumab ) HhAK R SR SR HT AL AL T
o, Jm T AR ACMA CS ], 2 D 4 1
W, AT S AMA CS i B | 58 42 HRR S, BH
WrAMARZR AR ™, BT aHUSP® | H3AYT 1gA
9 11 0300 AR mP S0 B8040 I 512, T 8 3 PR AR B N R
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3. 4] T 40 By 2 P4 (abatacept ) & —Ff A
PEVEANM TR PE T bk L2 40 g AH SC BT 5L 4 (eytotoxic T-
lymphocyte-associated antigen, CTLA4 ) i & & H.
BHHUR RS AN ) CD80/CD86 73144, B
Wi HS T 40 1 CD28 (A B AR A, i T
MM RS AL, T 40 5 1k 2 TR P B 8 R s 1Y) K i
P AHIZZS T ARG E S 2 1/ Tl PRt A
20k RS Z BT (teclistamab ) i —FfoRURE S
Uik, AT 454 T AR CD3 2 (A H B 20 i
I ) BCMA, 06 T 4031175 5 HoARA i E0m 1 B
AN RIS . A R R T R T R AL
PELTBEARAE R A

4. BRI AHMOR T B B SR PR T AT R
FI BTSSR 2R R T 22 A 1), HCARRALE & 1 3
i A0 A R 0 2% 5 S A 18 M R E . SCBE Y R AE A
J5T, 451 40 i 9Rd 3R FE I F--o (tumor necrosis factor-a,
TNF-o) .4 & (IL)-6 [ IL-17 [ IL-23 #1 /11 B F3;
R HEATEOE A RO E AR SR e A
3 RS A U8 A0 R Al s 30 e R ik
S SR AN K T R TP UAR B T A B A TR
VIR

TS PER S B /INER DA L2 25 W) 1y T D
e R 32 B R T AAV 32 5 75 B 45T (inflix-
imab ) A BUi% & BP0 TNF-o BT, AT 45 & n] ¥k
LB TNF-oc, 388 32 A B2 40 24 A 3 R M 4
JH A, RS S BE SR A , SE AN P BAGIR P META I
ER,88% HMAWPAG T 58 2 sER 0 Sk, Hisib
THERR S 5T R, E AAV [ hR i
0707 58 (R BR G PRI I ) Hh i A SR A1) B
PORREATE ShERD AAV JE R4 . 2 AR
BT IR A BT (adalimumab ) ] BT TNF-o 5 32 {A 25
A, T RAT 58 s, R A CTX IR Bl ik A B
PUREA S MR AE AAV, HARERE IR R A R
I, HCR AR T35 78.5% DL, HEBRHAL (tocili-
zumab ) & —FhEE 20 ANIEALST TL-6 32 1A B s BT 4
T LT TL-6 A 5 (9 65 5 15 5, AT 435 BT R %
L, T TL-6 $ A& BUAETE S 1 AAV B HA P &R
R IR BT Bk R BT PR BR B 45 X
T AAV BF AT REA R AH AT S A
iE— LB IE

(=) Bgi s

BE& S LA T AT, A= Wy i 550 1 4
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