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Advances of using antibody against B cell activating factor for
treatment of autoimmune diseases

LIN Rongrong', CHEN Yulei', JIN Tengchuan’?, CAO Minjie'

1 College of Ocean Food and Biological Engineering, Jimei University, Xiamen 361021, Fujian, China
2 Department of Basic Medical Sciences, University of Science and Technology of China, Hefei 230027, Anhui,
China

Abstract: In recent decades, the treatment of autoimmune diseases has moved from the use of
hormones and conventional immunosuppressive drugs to biological agents. B cell proliferation and
maturation play crucial roles in the development of autoimmune diseases. The tumor necrosis factor
superfamily ligand B cell activating factor (BAFF) and its receptor mediate B cell survival through
regulating signaling pathways. Therefore, BAFF and its receptors are important therapeutic targets for
the treatment of autoimmune diseases. This review describes the mechanism of BAFF and its receptor in
the human body system and introduces the latest views on how over-activation of BAFF pathway
promotes the development of autoimmune diseases including systemic lupus erythematosus, Sjogren’s
syndrome, and rheumatoid arthritis. In connection to the treatment of the above three diseases, this
review discusses the clinical trials and application status of three BAFF-targeting antibody drugs,
including Belimumab, Tabalumab and Atacicept. Finally, this review proposes new strategies that
targeting the BAFF pathway to provide a new treatment for autoimmune diseases.

Keywords: B cell activating factor; BAFF receptor; B-cell maturation antigen; transmembrane activator;
calcium modulator; cyclophilin ligand interactor; autoimmune diseases

B k40 Ml iE L B 7 (B cell activating
factor, BAFF) J& F /Mg IRSEIN F 50, R
"~ TNFSF13B (tumor necrosis factor superfamily
13B, TNFSF13B), THANK (TNF homologue that
activates apoptosis, NF-kB and JNK) el - 2
— R e 285 DEILRR N I BB EE N, HE
B BRAZANMG . R . A R 2
i ) O D e a TN
center, GC) WIEMLHHEBIE T 400 (follicular
helper T cell, Try) 74, AT HH AR HPE R B
AR, BOER T A0ME . B AR S e 1
i 4 = A B, AR BAFF 5 PRk 2 £ 5]
1332-34 S ik RP, — 5 BL T, BAFF il

(germinal
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At B KEL 40 -2 (B-cell lymphoma-2,
Bel-2) ZESEHUIH T3 R A kA5 B 41
FAE Y BAFF 2 40 2 (2 1E B 20 M % fb -3
s B, B, A BRI B R
W5 BAFF F1 BAFF Z (K 7E AR R G 11
AT IFRIBIT A B R BE 259 .

1 BAFF RHZHK

1.1 BAFF

BAFF R WI W 48 E AR B A1 MLAF 15 A
AR, BAFF Z{KJEF TNF &Z/#& (TNF
receptor, TNF R) ZEJ5 Al it o & il o 3 Fpaz A4 R)l .
BAFF %1k (BAFF receptor, BAFF R). B i/if]
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BB (B-cell maturation antigen, BCMA)
N5 IR ) 0 9 5 5 LA R 2 B 2R G M4 AH
YEFIMK (transmembrane activator and calcium
modulator and cyclophilin ligand interactor,
TACI) K. 454G BAFF w5l d bk
LD E A 77 A T sk BAFFU), H RS 50T i
P BAFF HIHEY) 304, (HIE455 BAFF #94:
Pruh i AR B, T YE BAFF DIBIFPE
AAEfE: FIR =R (8 1) S0 60 Rk
(20 > =RARIYLRA, 1B 2)o fE Pkl a
pH Z51F T, BAFF JEA 60 Rk, i 60 Rk
TERRYE pH 451 T AN RT3 b ik )0 = SR A4 F
T8 B, 60 AR T 1 b = R A ) 72 BAFF
60 AR fELE—A DE ¥, ZMigIRIE N+
Z I BAFF itk A 1, 11T 5 60 RIKHIE
1, BAFF = R IK AT LI%5 4 BAFF R, HH 1%
SHLIK (A proliferation-inducing ligand, APRIL)
I BCMA ; fii 60 2R 14 BAFF 1] Ll 454 BAFF R,
TACI, {HY BCMA [ZEFIIEAR 454 BAFF R
IS & TACIH W] LUE N A R4 B EN
i AE B BT o 012 A 5 BCMA
Hi oy W A BRUS B v& S T BCMAT

Bl1 AR BAFF =Bk @& ikgigE"
Figure 1 Crystal structure of human BAFF
trimer''®, According to PDB ID: 1kd7.
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AL, AFTE BAFF-APRIL S5 = 54K (& 3)
F—F#x A ABAFF 574245 {Kk . BAFF-APRIL
SR SRR R =Rk BAFF 8 APRIL #H
o, SRS B 4 58 i 55 ko e
ABAFF J&—Fl i 28 85 85 421 ABAFF mRNA .
R i 1) /NR R 2R 2 1 BT, AR RSB
54K BAFF RRAIEM, #ifil BAFF i1
PEIMT AL B A0 Ay 7 #E7

2 AiF BAFF 60 B k@ ik E "
Figure 2 Crystal structure of human BAFF 60
polymer'"”’. According to PDB ID: 1JH5.

& 3 AR APRIL-BAFF-BAFF 5 B {K By 4545
it @ik s E "

Figure 3  Crystal structure of human APRIL-
BAFF-BAFF heteropolymer®. APRIL (yellow)
and BAFF (orange and red). According to PDB ID:
4ZCH.
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TE BAFF N EFR/NRT, B M ET
FERLPERL T (T1) BepEMr, HRFMON 117
(T2). IR (B2) MILZIX B 4Lk,
ME5E BkE4ifeA . T1 B 4ifd. B1 4iji
Al s i 20 3 2RO 2 s P o SR R
BAFF M55 R/NRANE B A, i
B R BR AR A IR — 2 R RO A B
fP . y- T E (interferon-y, IFN-y). #{b4:
KA ¥ B (transforming growth factor-p, TGF-B)
A o-THZHE (interferon-a, IFN-a) 55 ZFh 4 i
PR FME i 2 Y BE EIH BAFF 1933k, 1dda
DR SEAE R T 4% 87 90 (nuclear factor 90,
NF90) /5% microRNA 54 0] LIl BAFF
B W9 8L, ¥ BAFF RiBMA S0 F
IFN-o {5 5% 7 T iiF, H BAFF 3Rk 5 T4
FPAT TR A RO B AL, 5
BAFF %33k W) 75 [5] b5 BHLIT Z A R 45 512
FifE, HILTEM MK E3E BAFF B3R5
R LRI
1.2 BAFFR

BAFF R J&—f53Fih 19 kDa (TITHY 5
R 9129, F AT 0 Ay HnfE— g i BAFF,
BAFF 5 BAFF R 54 1% M1 tb5 BCMA 25
HHIEMIE 100 £51°, BAFF R T2 £k T
B BE an i LS B 40", BAFF-BAFF R
FIAHEAE AT LA S CD21 fil CD23 fy ik,
AT 2E B B 4 77357 4 X B 41
(4 TE Bt B AR F BAFF R A5 1915 5125,
A& BAFF R 6k = JiE (1) R B A G 5 B 4 itk /D,
IgM F1 1gG ML W BEAAL, H IgA JK-F-1E# 8
Bt sk, BAFF R BAS/) BUA IR ER
T 4/l 5 BAFF A0 . BAFF 531
BAFF-R {55 F 2 &l i S8 NF-«B #§42,
] BRI TG 4 L i) NF-xB i % . NF-xB 1 g2
5@ RENIEW X FMAK, EHit BAFF R
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() NF-xB 25407 M T e A S s M Bm iy
— AT IR TS A
1.3 BCMA

BCMA Fe )9 % 7 & 1A A U S P
SR AR R, HERIA S B 4R
IrAL B BE A BT BCMA FEER BT H M
233, BCMA & —FAS & 55 R i TITRY 5 s
E 119, BCMA HI BAFF R AJa] T HAth TNF 5%
WRIER L, ENEA — 18 &L AR 2
Foj3a (cysteine-rich domain, CRD), %453k Y
Y& 5 BAFF 8 APRIL = A& P i 84 it i
A

XF BCMA il /N B 43 BT 2 7R, BCMA 7
IEF R B 4iiEfS A ERER; 7£JC BCMA
MBS, 2 BRI/ SRR A B 40k
EEL 344 A= 1 9 o R0 B P EE 1 B g R LI
B, Jiang ZEPHFSEIRIA T BCMA XF Ten 4"
JEGET B, T 40t BCMA ByB= g
HT Tew ¥ R & GC BB R,
1.4 TACI

TACI H5E7E T 4 A8, HEeMs 25545
AT 3R RN SR B AR I B S O e SR I T
NF-ATPY ) —Fh s 25 f 454 BAFF fY1ITAY
HEEE 11 TACT =2 i T A i A A B 4 3=
ok, WA RIZETEILRY T 4 B RGPy RAE
TACI 27 2 1~ CRD, {HHA% 4 CRD j&H
5 BAFF 1 APRIL =26 f 456G b/ 1y,
. TACI 5 APRIL #1 BAFF A HAE IR 5
BCMA 5 BAFF R HJEA AP, 5/NE TACT
L, A2 TACH JEH Zead ve e By 478 R
[W W% (TACI-S #l TACI-L), 5 TACI-L #ik
i s [l sk AT 2 AhO B A i AH e, TACI-S
ZEATC R BAFF 1 APRIL (426 #1757 259

TACI WM REA PR TE M, IETRISK 30 T 240 fa ok
SEHIBRRE RN, AR HE T 20 B AR A AR g
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PR ISR AR 431k s SA0E TR B Z4BHL
TEAPIK, ek B AT, 55 B 4iMi 1gG
I IgA A5G4, TACT (17 I V15 .45 8
e B 4HM05E I CAEE T 1 (B lymphocyte
induced maturation protein-1, Blimp-1) Fik>k
EE0 ST 7 A R 1 W 0 B 1 TN
£ GC B il by B A GC S Al B 4
ffa g,

TACI IR IKKN-52 Z P 2045 4 T
shSARAE . BLIE Toll #E3Z4K (toll-like receptor,
TLR). CD40 5 B #liffi i )5z (&2 -4 B 41/
o TACI fERIE, T H4Affi/r 221 (interleukin-21,
IL-21) T T GC B 4Py TACT ik,
IE K- TACT 5 5% S Al il i B A B
BE, AERFAILA S g YT R 57

HRZEERZ LT TNF Z 1k —4E,
BAFF 5 X 822 (K1 45 & 23 WG F¢ 2 ) TNF
ZARA K F (TNF receptor associated factors,
TRAFs), ZHETHT B 4 mESE S
(I 4)[41-42]O

2 BAFF 5| £ E & A EMER

Bk BB S VSO B B 2 R A2 ER
USRI e E 5 AES A B 5 R ™ E 1
RAE H S RPENEBN BA LA, HAl
X R B TR R BE 1 A B, R B AR
B A HE O . A AE 19 50 4R,
ok P I3 Jo 2J [T 1 JHL At e 2 400 1 790 452 o L7 0%
P T H S RO B E R A AR, (H X
PR R R TRk AN 52 ™ R
Ve 2 B RN S, 5 LA S e 3 i 002 A B
SeE B IR YT Y SER, (HJE Hg = R 5k,
[5] Bk 582 WEL LA IE A SR BE 5 I o BRI 2 25 W)
AL A iT AREAIRIAIN BAFF JKF-, AT 410 71
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B 4 BAFF Z{ET {5 S @M

Figure 4 BAFF receptor downstream signaling
pathway!**). There are two main NF-xB pathways:
classical and selective. BAFF-R signaling induced
by BAFF mainly through selective NF-kB pathway.
BAFF also activates the classic NF-kB pathway
through BCMA and TACI. T1, T2, T3, TS and T6
are members of TRAFs.

TR L A0 B R A ) B g P I 4% B 3 1Y) BAFF
IKV-Bifi 25 B T2 [ IR Y7 I RN 5 IEH A
M, ZIPEMEKE (systemic lupus erythematosus,
SLE). TH#Z:A1E (sjogren syndrome, SS) a2k
KPR 4R (rheumatoid arthritis, RA) &)
137 S W P BAFF ZKF-F 5 o 57K F- 19 BAFF
H5ASUAE (SLE HRIHIAEE DNA FUiK | J5ik
P SS BT SSA HLAFN RA A i KU IH )
TFEA 2 tk, BAFF K HZ IR RYT
H B G 0 1 G BRAE 5  LL R 45 5 BAFF
T (A P T A DG A o
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2.1 RFMLBIIRE (SLE)

SLE J& 88 1) RGME B B ey, H
FRIEZ B. T diffisoiiad 2, *F A Stk %
WP 2, RS YIIBURE A EHE .
SLE Wy&MmHLES A SPuAny A= . JHTika
YIRS A IR  AMA RS
A0 2 0 AT 4 3k 3 i A D,

WEFE &L, SLE &4 ML Y BAFF 51
U (erythrocyte sedimentation rate, ESR), C
JZ W FE 1 (C reactive protein, CRP), $T dsDNA
HEIEME, H5HMA C3.C4 BHMAE (P<0.001);
SLE £ # B 4/l BAFF R #%ik 5 BAFF /K V&2
A5 (P<0.001); BAFF R %355 RS 415
TIPSR G ShHEE (SLE disease activity index,
SLEDAI). ESR. CRP. #i dsDNA JfH: & i AH
X, HjRMAE C3. Cc4 BIEAMZE (P<0.00)*, 7E
RGP BRI EE T, BCMA K- 55005 T
SR BCE IR P,

Xt BAFF 7£ SLE % P EUR JLEL A i 52 &
B, kARSI T-AMIAY ssRNA = DNA,
e BTIR- IR I 5 . 2GS Bk
H Fey %M lla 454, MM TLR7 #l
TLRY, FFLLA & %2 5 W it w40
FEARS SR A0 L N Ak, 38 I B A 0 A W0 2R B
#EH (myeloid differentiation primary response
protein MyD88, MyD88) f&i# {55, FH i
IFN-o B3k, BEMIfEE BAFF /£, FEgh
Z BAFF 15U T, it RiAM BAFF a4
H & ROV B 2 ILAATE %, BKsh A B el
22 FIRESIE (SS)

SS JE—Fh B B S kg, HARIE RS
WARBEHIA . A B PR A | A E S WTUR Y
VP 228 B I L A0 B3R 0 AF DG 1) 4 B I R AE R
i R b, SS A LAY B 10 AT H e £ JBE
NS, DIRIZRE TR MR FEH 2 B
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AR e A Y SS AT RE R R A, AN
RAESS, BT HAD B B S M

WFFRINR , TEAELE % T Ik LA B A5 5
PR R I LT, B b B 20 K R I R R
P07 R B 21, Xl & T A S bR 4 i Atk
EL 200 L 30 R A R 5 AR e A A LR 24 o ™
AR KPR TR, DTS S50 EL 240 i 7E 41 2
gk — 2B R IR RE IS B s TR R b
YA, FEEARZNRT T 40~ 4= BAFF, BAFF
PEHAFLIN B A0z, BA S5 B 4if
(TR, Jo 3 & RiB o B Bk, ik
W, %5 BAFF /N2 R 2T AE SS
() A B e PERE R 4 , 1 SS i Won il 5 A &
Biik . SR IETE (high disease activity, HDA)
Ik T 978 Je AH DG Y = I % BAFF 7KK 5%
BAFF/BAFF R 5 K25 5 () 5 B4
23 EREXTE (RA)

RA &P WL B B Seyse Ve , 24 5
FENHE 0.5%1.0%. X Fiope i i R B T
ol A O X AR 2 e T Rk, - R
4 B JORE M ST IR AT MR AS , B 30 ko A i
RS 3, A SEOO M BN, H R
1=, B 4@ ol & T 4G fe e Ak g ik
PR, Bosello 20K di %W, BAFF
5 IgM | B RIR I F LT N E R K A Sk
W (r=0.76 1 r=0.49; P<0.000 01, P=0.000 1)
A k% (-=0.37; P=0.01) #13¢. Ohata
PSR 25 R R, XU LT 2 AN R
JRA L (fibroblast-like synoviocytes, FLS) HJ *
A4 BAFF, JUHJZAE IFN-y fil TNF-a B ST,
FLS # ik BAFF mRNA FI#E [ )5 (1) /K - & 4%
o MeAh, YRR KA T RA BH
[T, P RE ST A B BAFF /KF-F+
R AR 5 W20 i RA Y A 1 B BAFF
AR TR . PRIE M BAFF J& ey iz, i



Hisle 28 HEaRErETREEasserasarrnnsee (LD

PE B ANMIIEAE . AT AU, AT SGT 48
SE (AL,

3 BAFFEEMX%Y

LI BAFF SG#E i, HITRYT A B e tegr
I 3 A REREHURANR 1 Fs . A SCHR LAY
X 3 A de 245 W) 1R K i R Y ) 2D
4
3.1 Belimumab

Belimumab J& — Fl 4= A U5 2 41 (1) 5 v B
IgGl-A $iik, BFEFE RS M BAFF, FHIE
BAFF 5 HZ AR EAEM, s 4
FEWT . L ANE AR B 4NH A B 0. 124
Jpik, FATEFEPTIA Belimumab f& 55 £ 4 24 4
A LR N DU 24 it A BRI v ) ME— YR T
SLE Wy4¥25#9. 2020 4 12 A, EEEMZ
mi B4 BRI A HE ME Belimumab F FIRY7 16 8h
PR P B 10,

%1 BAFFHEFEHYNIGKRIRAKE R TR
Table 1

Belimumab 40 € i T I~ 40 SLE /&
BT AR, RBLOAPT dsDNA % BEFFAK |
e |8 AN 9 R A AN 375 WA
T AN RS2 A3 0 31 A 3 00 PR TR g
%, 5 BAFF SRZBBEAHMIEY. #F%) SLE,
Belimumab IIfi PRI 5 A9 EZH5 45 A SRI-4
(SLE responder index-4), KZEFEPRELHEEE T
RERPEAL 228 1k | il R AH 5 A= T i P
B B SLE MRS A ] . A R
4%, SRI-4 FE XN SLE MK 44 [ R hrifER)
SLE % JRIGsh 4540 (safety of estrogens in
lupus erythematosus national assessment-
systemic lupus erythematosus disease activity
index, SELENA-SLEDAI) 1343 S:3 & /0 4 &
TR BE AR A BRPE Al B 1 Bl B R 2>
10% . FEAF R S 2L BEARHE TG sl 4 (british
isles lupus activity group, BILAG) %)% 5l
JEE 6 B0 TG T R R R AL T

Clinical trials and latest progress of BAFF targeting drugs

Drug names Indication  State Termination reason/completion result
Belimumab RA Phase I test has been terminated (NCT00583557) Sponsor decision-not related to safety
SLE Phase IV test is in progress (NCT04447053,
NCT04515719, NCT03543839)
SS Phase II test has been terminated (NCT02631538)

Tabalumab RA

Phase III test has been terminated (NCT01202773,

Lack of effectiveness

NCT01215942, NCT01198002, NCT01676701)

RA Phase III test has been completed (NCT01202760) Insufficient efficacy observed in study
BCDM (NCT01198002) and BCDV
(NCTO01202773)

SLE Phase III test has been terminated (NCT02041091, Lack of effectiveness

NCTO01488708)

SLE
NCT01205438)

Atacicept RA
NCT00664521, NCT00430495)

SLE

SLE

Phase III test has been completed (NCT01196091,

Phase II test has been completed (NCT00595413,

Phase II/III tests have been completed (NCT00624338)
Phase IIB test has been completed (NCT01972568)

Lack of efficacy

Not meeting the primary endpoint

Not meeting the primary endpoint

Not meeting the primary endpoint

Sources: ClinicalTrials.gov.
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MR 36 (NCT00424476 . NCT00410384 il
NCTO01484496) Hr, 542 FIZHAHLL, Belimumab
FAHTIE R KA B T 25 2519 SLE b ot i
ERYTRL, IKF) SRI-4 J R ARAES TR
ZER R, Belimumab X &R IEH: . F
ML 2F (RAMA ILE /8% 2 9P dsDNA i
J¥) B2 b R MR AT B R A T A R,
Belimumab 1] DLy /b Jz Joit 28 i W 35 25 ) £ A
O (RJE RN BRI SLE B3 iy IV I I R
R (NCT01632241) H, WP H L% SRI-4
) 32 LK 105

FEEFXT SS By T35 (NCT01008982 .
NCTO01160666) H, WEL# i ] Belimumab J5 ,
SS HF M TH: . EULAR-T ML &1L &Rk
HIRBOM EULAR-T 25 A AE 501 sh 8 B0k
., IFHAESS 52 A ReaicEny s, (B2
WAR N RE A Bt FURI/D 1 A Wk U i
S, T H., 60%[% SS 3 7E Belimumab 4377
6 MHZE 1 FRBATMAH ORGSR, 2R
% BT Ak

Belimumab A] 38 12 126 4514 Hb 1 #E B2 40 fif i
A 2 [A] 2 ek 2 LAt A 5% E 20 B ok R HEAE
o BRI IE s TE4N, Belimumab iR 7] L)
WL H A BAFF 5 0 48 A s i A2 1 1 45
A R 3003 55 48 52 1 R A 1 T BR W SLE AH ¢
S ok R Ak AR o b S T el it S T
S AR S5 4 i N\ BAFF 2541 B 20 34 5%
I =R 5 =R 60 RIKLE G FES
P 4 AN AR {H 2 Belimumab ASHEH ] BAFF
1 60 R4k, HAREME L JHFER BB BAFF 1)
20 i Ok R 354 F 1Y Belimumab B4 4 45 S 1k
R F =% & BAFF. Shin % UIHF 5 4
Belimumab 5 %54 BAFF 45T 0] GE 52 $I K
454 BAFF = RKAHB/E A AR (K15),
K24 Belimumab [ 45 & 75 B0 IR = AR H.

http://journals.im.ac.cn/cjben

5 BAFF 5 Belimumab #3185 & 54 E"
Figure 5 Crystal structure of BAFF and Belimumab
monoclonal antibody™. Schematic diagram of a
monoclonal antibody Fab (heavy chain: blue; light
chain: pink) and BAFF (green). According to PDB
ID: 5y9;.

YEF , BTl Belimumab AE A T IE%5 & BAFF,
3.2 Tabalumab
Tabalumab J&—# A\ IgG4-x $it BAFF 5

BE PR, W7 BRI B 45 4 BAFF Ml AT % %
BAFFY W& EALR A% . Tabalumab AJ
DI 60 Bk BAFFY, Tabalumab T 4 7F
AR (NCT02041091, NCT01488708) HHF
FH AT TR, HACR S Belimumab A,
SLE & RN AMATE IS I, $T dsDNA-1gG
LA B 40 b, el R4y 35%3163%
=57l i Tabalumab 697 A B3 (R I R E IR 52
fel 35 B0

i F A BELE T RA (FLEX-O . FLEX-V Al
FLEX-M) B9 T I PR 9 T A5 3 36 v ik B L
IR R 5 R 3 sl 1A &k , TRl K FLEX-V
A FLEX-M iR B4 a2k . 78 RA 5 H RS ,
AL mI B ARSI AT SLE M & M iR 1Y
W9, £E SLE MG RIge 76w J8 Fn g A
KRS 120 mg 2997 22 (NCT01196091),
Tabalumab FRRAERF] By P& A% LT
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XUEZER, AR A FT 2014 AEE A2 LA
Tabalumab JF % 31511,
3.3 Atacicept

Atacicept J&2—Fi 2 NIREAMAEN, 1
&5 N 1gG1 Fe AR TACI Z IR fLAMX.
Atacicept 454 BAFF Fll APRIL J:-41i|] TACI 4
SIS 15 T 1B, Atacicept HURT T BAFF
I APRIL = R A& K I 5 R A B, {51 Fi
i RAG S P BLRLE 52, Atacicept X BAFF il
APRIL FXCE A i VE ] e st ] BAFF B4
B, NTECA S SOt B 408 . JKA MR Ig
K BEART

I I AAF5T (NCT00595413 \NCT00430495)
], Atacicept %] H Z M4 5 TNF F5P057 /e i
AREH RA BEICR, SBFIAML, MRk
Atacicept 411 B F KA K4 IR 1 = o
SR, Atacicept ‘E/n B EEY S, ATLL
REAIG AR 3 1A P Tg A2 KR R 7KUY Rz 4
ik, KT Atacicept HY LA 9T K AEIS 3] RA
B FE BT R

%F SLE HI#F5E (NCT01972568) s,
TEE 24 JABY, B JE TS 150 mg Atacicept
)R E ST LRGN A B E AL, G sh
B S RAIG . Atacicept X i SE B 78 Ao ] R T 4¢
FABERIRITRCR, R T X PR IT 4k
g B —iHESE (NCT02070978) i, #%
Atacicept JGIT BRI BRIE SITE R E T, AER
Ee 9 B R B AIC SLE N 2A R %L, IFH 5%
ERIVA YT I SR AR B, ™ F M BRE 17 XU R A
S5 RFAEL, Atacicept IRIT I B2 A R4
(treatment-emergent adverse event, EAE) & ‘E
KW . SR Gordon ZEV"HAN Atacicept
FIEFLOEAFE, REERGY . BIRESIHE . IHR
i B R A i T ) g A AR DG . TR
/IR E (NCT00624338) HIFJq 44,

. 010-64807509

SR, 28 T HES 150 mg Atacicept
A LA SLE & VEFH 1E 28 15 Uk & VR Bt 1]
ST 75 mg Atacicept 2 W) A 35 21y /0 8 B AE
() SLE [ NE F 23Ry 24U, mnl i
(150 mg) MIZER BIREIF B ITRCR, Al T
ZAAPAIET: (461 SN, FILAHERR
FEAE IR RS I FHAE . B2, Atacicept TEHE
REF SLE BE RN ASMEN, JFRA
Al 4z 2. BAR Atacicept il iE 5 R E
TEAE SBT3 2Z (8] i R & B — B0 ek, (H
YAV EARHE— P PEAL .

4 REHRZE

A A0, BAFF 3 e — MR A AT 1
H B S ze i BT A . #R1M, HHTX BAFF 5
RIKF 60 RAIKLLIK B B G50 1) & I AL ]
WFoE B A B, W X IR A T i B T
PEE A RGRIT R R . EG M R e il 24
WEAR KR B RARRE M, JF HoE w5 Xt
W R NV S 7 Ny Rl e e LT 1
A B B fG . Belimumab 1E RS 21 BE R
v 1 2 TF & 51X BAFF 2GR 240 &
B, (HRILALFHK AT % BAFF — R4,
HAT, &7 ZFA, W VAY-736 (—FP4r Xt
BAFF-R % AR Ak 2o e S Ak TR TAA) |
Blisibimod (W54 A-623 5 AMG 623, J&—Ff
JIk{A, WIS BAFF (10T i 04 A2 i B 285 5 T =X
ghA) IEFETF R, Won TR A R AT
BT, DA T X Se 25 W K
W2 A R R

EELT PG IR IF BAERTS, h T &Y
WF & BRI R, ALUUTFILDTE: 1) BAEER
ASEI A X BAFF SZAR A0 ) PEIRYT, AL
{U% BAFF A 55 2) SRR TIEGERL . W
PR PARZE T, 5 52854, A
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HA 53Rk gtk . Ty . et
SRS, WU TR E X BAFF 9K Z
Vs 3) a0 BE 2 R R A ) PR A T
BAFF $ s AT 45 Gk BHIBTBE e 19 & e .
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