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[Abstract] Systemic lupus erythematosus (SLE) is a chronic, systemic, multi-systemic autoimmune disease whose eti—
ology and pathogenesis are not fully understood. As a major component of the adaptive immune response, B cells play a key
role in autoimmune disease. It has been shown that the overproliferation and activation of auto—reactive B cells, resulting in
the production of multiple auto—antibodies, is a critical component in the pathogenesis of SLE and is the pathological basis for
the damage to multiple organs throughout the body. Targeted B—cell therapy can inhibit the activation and proliferation of B—
cells and reduce the production of auto—antibodies, therefore B—cells have become a new target for SLE treatment in recent
years. This review will focus on advances in targeted B—cell therapy, including targeting B—cell surface antigens, targeting B—
cell factors, co—stimulatory blockade, tyrosine protein kinase inhibitors, etc.
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SCFR B bR 2 4 B )38 5 ( B=lymphocyte stimulator
BLyS) , 7€ B 4l i 28  4E 4547005 RO Hh R
YET o 7E SLE #5 3 K 1 /N U & B BAFF 2[R 11 G5k
I 0] DA 0 ) & A T R R BAFF ZKF- Ji5 AT LA
BRI BORE AR, Bag Z5E T 30% 1) SLE %
PRI T K OE B BAFF, UL EBFSE 4275 BAFF Ay
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211 P 385 T A FE AT {68 B AT B 10 35 Ak 38 > el
PR BN PR G 2 i 2 B DA a2
PEFRHIC TR, E— 2Bl 2 SR B I .
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B (CFDA) L iR FH T SLE & 9kl . it
R EFEHTIRYY S % LA LE ML BT
JE A SR IE S L B S PUAR B ) SLE B
YR —FhEE2H N TG 1-N BATE e T4, BLM i 3o BH Wt
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T 7RI R 9 S PR R RO AR AH B AE B 43 7 [transmem-—
brane activator and CAML (calcium—modulator and cy—
clophilin ligand interactor) , TACI]. B 4H ifd il 244 it
(B cell maturation antigen,, BCMA) BIFH EAE , 5Pt
ALV R 2 AR IS T S0 B2 M 0% A A A
BLISS-SC I 356 3= B 57 T f2 T 155 BLM # %
S E K AR, BLM 41 7E 52 J8 J5 15 21 SRI-4 )i 2%
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95 5 205 T BLM G Y7 204N T 22 57 41 (60.6% vs
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EAE FH 9 BLM A [5] |, Telitacicept £ > A [6] B 4101 1]
BLyS Fll APRIL P12 i PR (8 O A il 5], HAy
AW 25 ) 8RR FUOSCRE 5 VR AL, w9046 B 2 e
G oAb RS FRARHLAR Sgse F v . F 2021 43
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Telitacicept I A R = 4 & HE 58 5 22 BRI 4 22 7
TGt L, B Telitacicept & T 4 I
N F IR, & A HA B EH3E7 AR BLyS/
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SLEDATPE43 P AN J7 18 Eb 4 BLM il Telitacicept , 34T
AL & B BIM R I W i R X B h
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vs 33.9%) . (77.80% vs 50.0% )], PR Telitacicept an
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AR 2011 4F 5 O 4 [ AR ARAL 1T ELIG RATFTE S I
VAo S TREN = I R E R S L)
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— R AT CD201gG1 HL g4, #L ) T B 41
I 1 CD20 43 F 305 I8 B 41l . F 25 A BT Fab
XA DL CD20 AH 454, H: Fab X 5 4H 55 542 4
JHG I 2 v 4 R N 4 45 S 2 2550 4
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MU VERIFER R T/ PR B 5 EXPLOR-
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ab ) JE—F R[] B 40 A 1 CD22 Z AR B N IR AL 55
e, v LLREAIR B 410 AR T35 1 A AN i P B 4 i
H & . CD22 /& B 4fi it 5Z {& (B lymphocyte recep—
tor, BCR) AP0l M50 B A7 44, 4 H 5 Epratuzumab 2
il J 23 1 9 A I B R AL, i BECR 5 Y\ B
A TR 2 bR, AT R U8 BCR 306 15 515 %,
T340 B 40 A G B A S . A BIFSE Epratuzum—
ab 7€ SLE B H 7 305 v Bk T T AL-
LEVIATE-1.ALLEVIATE-2 II/1l ## EMBODY-1 .
EMBODY-2 Il #Ilf RiA%: . ALLEVIATE-1 ALLE-
VIATE-2 >} Epratuzamab (%) 11711 #1505 , %04
55 R 25 9 43k 1 o R T AT 2 1R, B R ) EM-
BODY-1,EMBODY-2 Il 1 055" b SLE (& 697
48 J& J5 22 55 40 A1 Epratuzumab 20 1Y SRI-4 [ 2%
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zumab JG7 SLE Y7 30 H 7 8050 22, 76358 43 I IR
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Jr it 0 OB L A =, HA b CD28 B s (1Y
FT7, LAEE A I BT B I 52 328 45 41 ifL 2% 17 | CD8O
5 CD86 MY HE ST, T T T 20 BTG fb X — OCHE Y
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TG 22 S BRI TG R WA s 3]
TR 5 HARIR Abatacept ZE7G sl &k IV 2SR &
RN 2 R

Ruplizumab J&—Ff N AL 4T CDAOL B4, 76—
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Fht CDAOL Bty , 78 T 41/ T IWF 5T v Hede 4k At
Z M R R R AN R F  (H AR RS B SLE &
T RS R A H I B it
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