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[ ABSTRACT]

sential to explore pathological processes of atherosclerosis.

mediating immune and inflammatory effects in atherosclerosis.

Coronary atherosclerotic heart disease is one of leading cause of death in the world.

Therefore, it’ s es-

B cells have been considered as key immunoregulatory cells

B cell activating factor (BAFF) is a cytokines belonging to

the tumor necrosis factor family, which plays an important role in proliferation, differentiation and survival of B cells.  Re-

cently, growing evidence is emerging that BAFF seems to be involved in pathological processes of atherosclerosis by media-

ting subtype-specific survival of B cells.
BAFF and its receptors.
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There might be a potential therapy of atherosclerosis by targeting or blocking
This article reviewed research progress of BAFF in atherosclerosis.

atherosclerosis
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A2 2y Ik sk A A A v DG S 1) S i A B 2 —  FE BT
ANANHEL A T35 T 2046 A RS AF 23 5 2142
BB EOVEFE S . B 4RI T (B cell activa-
ting factor, BAFF ) J& {8 YK %€ Al F ( tumor necrosis
factor, TNF) K& I — 51, J& B 4 fL 4 48 | 43 fb il A=
FEI B AN M TR -, T 4Rk 3 2 F 58 IR R BAFF
TES Kok A A 1k 7 A% b A H A T AR SORF R A
AR B 4 MU F1 BAFF 75 30 kit A Ak s 3 A= BRI |
HVER, IR T BAFF $8 ) 57 32 78 3l ik ok A i Ak
AT e FH TS

1 HBERRRENEMERE

i 2%, SRR AL N Dy 2 — b LU % R i
M (low density lipoprotein, LDL) & 3 i) i5 £ 1 7E
Sk P RITTBUE BN F e PEBEER 5 R A B
B = B M 24 0 8 BIF R B 2 3% 7 N
ERBFNRE K 2N BB AR ko i
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SRR AL A G 2 K A e RS VPAR 1) — SR AR
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878 T S BRI RERE AL b 11 B G L) A7 AE
X A% EL R AR I O S R [ A S AT T B 4y
FIR) 325 IR B 82 1) AT 5 I B 3 Jok b A A v 4% 7k 12
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FERE AR I T 2 A FE R

B1 42 15 A 6 5 40, 30 A A T M
IR SR A, T LIARE 1 40 23 AR B 5L ( cluster
of differentiation, CD) 4k ZE 4 43> CD5* 1Y Bla 4 ifd
FICD5™ 1 BIb 4l fEAT Z 4B T(T help, Th)
MR BL T Bla A1 BIb 20 A X5 AT DLFE T 5 4 %
T B E BRI (immunoglobulin, Ig) M, IgM 7 3)
ikt e bR PR S 4 5 IR EE R EE 1 (low density
lipoprotein, LDL ) S8 A6 2 A7, {ff 5 1k 24 Jd £5% HBUJiR Jo ok
NN Y 2R R N5 A A T L R DS &
S PRSB804 28 E 40 M BT R 9822 Bl ik
SREREAL 1 & R Al Bla AU RLAE AR 20 (1i-
popolysaccharide , LPS) BRI , iE A 2 L5304k hy 7
A 200 - T i 200 i 4 7% R0 PR ¥ ( granulocyte-mac-
rophage colony-stimulating factor, GM-CSF) A9 46 K %
PE N B4 (innate response activator, IRA ) -B 4fiffd,
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(G 5 S K R AE AL A I 2 DI AR G
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AE A K F (transforming growth factor, TGF) -B 2541
AR, 0 Th 28 i1, 40 ) F vk 40 bt 4 &2 | 11
A4 A AR A 98 Dk U 2l ok ok AR S A ) 6 E
J7 O Breg 4H LI H A A 2R IR B2 AU
N IX B 41 5% 3] Toll #£3Z 1K (Toll-like receptor,
TLR) #5570 i, (EALF- Bl 20 fg L AEHE E Breg
MY IR
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3  BAFF 53hkilEREL

BAFF X 44 B ik I 40 il 3% X (B lymphocyte
stimulator, BLy ) HRIRSE Rl F#8 Z % B A4 13B (tumor
necrosis factor super family ligand 13B, TNFSF13B) a{ fif
TAPRFE PR - A T C AR O Al i R s TG 1A 2
( tumor necrosis factor and apoptosis ligand-related leu-
kocyte-expressed ligand 2, TALL-2) , J& TNF ZJ& Y
—Fi 11 BZ5 5 11,1999 4F Schneider 55 A K Hofir
%% BAFFU! . BAFF J&—Fl B 4 a3 58 73 (L Al
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TRk TSI R B 40 R B2 40, 7E
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REARIRYT ROV ERE R . ELHHE ) BAFF 52 75t RE U
BB IR FERE AL S RE SOV B 1 R —NRFE W B AR,
A FARTF B S, %N BT 50 BAFF Hi 44 b LA
) BAFF Ji7 , /N BL T B2 4 i #E ok 22 80 A [ st
T BRI RERE AL AR T 5 i e /N LA Py i 3%
ik BAFF W& 81 TgM 9 23R8 35 7m0 1, I 980 2% 311 ik
SREREAL S AR B ] BAFF BT IA X —
SERA IS BAFF 1955 — 32 A5G 30 X A
ﬁ—f% %':f [ 1z|§ *ﬁ H ﬂf JEH % ( trans-membrane activator
and cyclophilin ligand interactor, TACI, TNFRSF13B)
HOE, BAFF-TACT iz f2 iy 1d IR et 1 B1 41 A
IgM 135, N ITTIRZE S Dk ot FEAEAL

FENFEH T BAFF R7KF-o# BAFF JE[H %%
ASAEAE AL 0 7 5 A8 5 2l ook A 1 A Y 9F T B I
YRIpRE O It DR 2 ok ok BE R AL i) Hh B, 7E R GeE
LI BERHE (systemic lupus erythematosus , SLE ) f 3 H
AIBIFSE A B, BAFF 1 7K-F- 8 BAFF FHOGHE K 588 4
$7 JBAFR SLE AH 5L I PR 31 Jik 585 4 A8 Ak 1) 2 JR%
PERTY FESS RO ST S A TR 4 A AR Y AR 3 1A
N, BAFF Jik 5] 258 S 5 B0 1 58 0 1 5l Jk o5 A At Ak
JRURE S I e — T A3 00 R R R BRI
Il RAIESE v, 8 T4 32 W LR PR e BT e
BAFF 7KV T 5 583t B0 A8 0 1 UG 52 1
FDE o TR B 0 1 A, 76O U BE J
W, BAFF /K Pt $i2 7 S8 3 A 5 7 B 19 S ko
PERELL , BE 28 50 9O WU FE A2 % a0 AR
NGB K BAFF 5 ol bkl A 1 4k 2 )
FHSG  (EUZ H I B0 MRS R 75 $L10) BAFF ) DL
IR Sk REREAL
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Figure 1. BAFF and its signal pathway



636

ISSN 1007-3949 Chin J Arterioscler, Vol. 31, No. 7,2023

5 BAFF $E[Ei877

BAFF 54528 H B R e PEBm C R &), ¥ )
BAFF J A2 AR A5 538 fif vl LU 0o il B B e iz
() 88 v 22t 9% 4 T8 0 & 45 28 25 W) L 1] BAFF
15538 6 0 AN [ PR 05 DISRGR 2R T H B SR e k9
A EH Y, DURJE BT ( Belimumab ) J& —F4x A5
B 1eG2 FRFCREBUMAR , B 0] AT %P BAFF, E b
MERHTF SLE MiRY7, TAR4ER) SLE IR YTIE
BT DLRDL BB A 2, (B FE SLE 835 R

BAFF # ] 25 1) ) I PR AF 5 45 R v, 0 380 O 7 =
PERAZIF A W B ks, 2% i3 DR G g e
W AP BAFF ELHZFH WA~ BAFF 38 #%, IF A —
FE RENCE S KB FERE A, 31X 5 2 i/ BRU b 5 2 A )
BAFF f45EARSFS IR I H AT BAFF 402 [i) 25 97 ¥
T EEH TR skl reifb, mi A 12
BAFF 10 254 IEXE I R IF 5 B B, an e 1 iR,
] BAFF {5530 5 (0 A [ 201, nl LU RF A AT A it
PRIRIRZE S, L RO I PR O 148 =4 R 52 Ml

% 1. BAFF #ala Rt R
Table 1. Progress of clinical trials targeting BAFF

YR s YHAFRIE NCT# R 4 a
Belimumab BAFF ARGV BRAE 01858792 SERY B2k, AR
Telitacicept BAFF/APRIL RGEELT B 04082416 FENL, 118 G P2 S
ALPN-303 BAFF/APRIL R Z 05034484 SE, I 18,0154
Tibulizumab BAFF/IL-17 FE IR AE TR 01925157 FERK, 14, %7
Lanalumab BAFFR FHRLE AR 02962895 SE Y I, A3
AMG 570 BAFF/ICOSL FE R T R 03156023 FER I3, 915 A %%
LMY920 BAFF CAR-T EE A Stk e 05312801 e T 143, % 76

. ICOSL 875 S T 40 L4134 5> F (inducible T-cell costimulator ligand ) ; CAR-T $§ itk & HL R Z K T 41 it 46 5857 7% ( chimeric antigen re-

ceptor T-cell immunotherapy)

6 BEERE

BAFF J& M RBE A 5 I i) — i 11 AL 4G &
EH, 4535 BAFFR ,TACI . BCMA HI NgR 4 Fh &2 {&
G RSN R BRI R E A S B A
WIS FE 34 R A A SE RN, 2 B4 M AS AT sl 5k 1Y
YL -, BAFF A2 ARVEEE B 4 M A A= AF R0 52
e /N BRI N B 5 i S Bk AR AL 1F F2 . BAFF J2
Bl Kok FERE A ARV TE AR YT R A H H FTAE B ik
sFFERE AL ST BAFF B[]y 97 1A 13, W RE e R
AL ] BAFF 32 {& BAFFR ,TACI,BCMA 4§ 8 i nJ
DLZS Bl ok ok o A A 2 4 — o 96T 2. Bl
VFZ ] BAFF 38 FEAS [R] 2115 1Y) BAFF 0] 254 1F
TERE A B I RIS b, Ay B2 R ok BAFF ()39
ALV TRIT S K ok A A Ak | 35 e AR 2l Jok ok A i
A O R BB B TS
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