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summary

B cell activating factor belonging to the tumor necrosis factor family (BAFF) is a tumor necrosis factor (TNF) su-
perfamily member best known for its role in the survival and maturation of B cells. BAFF is a ligand for three TNF
receptor superfamily members : B-cell maturation antigen (BCMA), transmembrane activator and calcium-modulator
and cyclophilin ligand interactor (TACI), and BAFF receptor (BAFF-R) . Among them, BAFF-R plays the central role
in the BAFF system, whereas TACI plays the inhibitory role. BAFF/BAFF receptors appear to span nearly all stages of
B-lineage differentiation, ranging from the development, selection, and homeostasis of naive primary B cells to the
maintenance of long-lived bone marrow plasma cells. Furthermore, excessive BAFF rescues self-reactive B cells from
anergy, which may play a crucial role in the induction and development of autoimmunity. Mice overexpressing BAFF
exhibit increased B cell numbers in spleen and lymph node and autoimmune phenotype similar to patients with systemic
lupus erythematosus (SLE) and Sjogren’s syndrome. Furthermore, inhibition of BAFF by TACI-Ig and BAFFR-Ig
has been successful in treating murine models of SLE and rheumatoid arthritis. In humans, previous reports have
shown elevated serum BAFF levels in SLE, rheumatoid arthritis, Sjogren’s syndrome, and systemic sclerosis patients.
Thus, the dysregulation of BAFF/BAFF receptor system may contribute to induction and development of autoimmune
diseases and become one of important therapeutic targets.
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Bl DALE - b - FUAEAEIC EE % E 2 5/~ 9 BAFF (B cell activating factor belonging to the tumor necro-
sis factor family) | TNF 7 7 I U —IZ@ 9 %0 FCHE, ~r/07 77—, B OMIEE BICEB SN, 7]
RRIE LU THWENS. BAFF OZ%A{KI1Z13 BAFF-R (BAFF receptor), BCMA (B-cell maturation antigen) 3 XX
TACI (transmembrane activator and calcium-modulator and cyclophilin ligand interactor) @ 3 F¥EMNH SN THD
WINH B ML DILHR /LB ICB W THH A A 51 5. BAFF 27 F)LdEIC BAFFR 24 L TIRA H 1,
TACHZMIHIED > 7 F IV 2R L T, BAFF i3 B #ild EDZAAREDREEITR D R B MlAOEF L0,
R B MfE O, BCKGM BMdOAEEFEEGIH TS, BAFF BRI A TE28ET) T h—F X
(systemic lupus erythematosus ; SLE) < Sjogren JEMREICHELIL 72iER 2 2T 5. I SHICSLE HARBEETILY
ZBEI U W< F (rtheumatoid arthritis ; RA) EFI)IVIY T A TH 2T —7 HEREIRICHBNWTBAFF 7 > %
TR OHEEWCTERNYET 5 2 ENHSMTE N/, £ LU TSLE ® RA, Sjogren fEMERE, 4 & M5k EAE D
BEITBWTIME BAFF ED FEN#ME SN TS, BAFF IR B IO « HEITHETD I Enb,
BAFF/BAFF ZRRKOEEINHKME N L 5 A OWFeE k=L, U FHEBRDORIEICEEG L TWa EHEHIE N
5. B SLE® RAICBWTBMEESY —7y FLUZIBEDPHEZIRUTH Y, BAFF NEERIBEENERS
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273 E DIFIFEAKZ PEBR T 5 S A I IE R ICEE T
b5, BMMNITHRIE RS % 75 &I Uz
HEHITH O, HEREHRREERITH I 2B
1) 7<% F (rheumatoid arthritis ; RA) & 5% T
) 5 < k — 5 A (systemic lupus erythematosus ;
SLE) 2 EQ Y IR FHHERTIE, BERIGMEB
MpEAHBE L BCehiAREESNS. Lrl, Ih
£ T Bl IT EXTT T i D B FE 28 SRS Y 1 HE A
Lizle®, U TFHERICIBEWTIE T#fLICEX
DRGSO« TA N IA EADREITRELNEE
STz,

A, B HCHUREERME L TRET TR
75<, ZOHRERGES BB ROY 1 M A
A, T-BMiIMHEIEMZ/TLTY U< F %
BOREIKICHSBELG L TWad T ENHSNTE
Niz. THIVIRFHEETH CD20 Hifkiz D
Biiluzs —7 v b & LB OEMNENHRNT
WMEIN, A - BEICBIT S B OEEME)N
RSz, 1999 FE1C BAFF 3 R L TLIkE, B
Ml DAfE - Mk, KM b L F > AWE I BAFF
MIEFICHEHETHL I ENHSNIIINE. AT
& BAFF IZDWTH O REEREZ P .OICEF O
HRZMHT 5.

II. BAFF (DWW T

BAFF (B cell activating factor belonging to the
tumor necrosis factor family ; CD257, BLyS, TALL-
1, THANK, zTNF4, TNFSF13B) 3§k - v 707
77—, BRRMIR, EHEETHECEEINS
TINF Z—N—=T7 7 I U —IZ@T S50 FThHd",
BAFF Bz T3k bDHE, Ffafk 1393412, °U
A TIIEE 8 FRAMKITIET 52, BAFF X<
07y —2, ek, BHRHIE B R D IFN-o/y %
IL-10 IC X D EATLESI NS4S, —7F, BAFF O
HHIKF & L Tid SOCS-1 (suppressor of cytokine
signaling—1) 2881 5T %9, & k BAFF I3 285
TN AS N BEERERNSY NIV ETH
07~  BAFF I3l 12K E 3 BERZ Bk LK
mEME U THEL, MRassEEA furin #7005
7Yk Ukiang 2 Ik 0 RER S I
%Y, MiEHICII AR BAFF & LU THEET 5. £
7=, BAFF ICIZ@E DY I JBEE AL D 57 ¥ x
%1y ABAFF (deltaBAFF) &CIEEN2Z AT 51 3
ST T AT = LINFEL, E@H D BAFF &
AT O 3 Bk % ERL L BAFF O F BE M /Al

ZWHHIE LI ENHESNTNWS (K D10,

BAFF & 33% O EWHFEMEZ A L TNF X —/8—
77 2 —I|Z/&9 % APRIL (A proliferation-induc-
ing ligand ; CD256, TALL-2, TRDL-1, TNFSF13A)
NHHNTHBO, BHlEOEMLAEREEZ AT D,
APRIL B T3t FO8E, Jefafk 17p13.1 12,
YU AT 11 BRAKICMET 2, APRIL 1
HEk - xrno7y—2, BRI, TR EDm
ERZMIN D AT & R 4 DML ©F DFEFI AR
WHENTNDILY  APRIL ZT)L VR FTHRE
3EERZEFRL, fuin BT 057 —HI2 k0 )k
XN, "R LR d AN EI NS
(E 1)™ ., BAFF & APRIL |3 & 5 | BAFF/
APRIL N7 0 3 &K%k L, BAFF tkDEWTE
MrzEITHEHBINTNSEY, /- TWEAK
(TNF-like weak inducer of apoptosis) & APRIL @
Aie s >IN TdhH D TWE-PRIL DFEDBH 5N T
BY, APRIL OEFEET &> TW B ATEEMEAVR
XN TNDY,

III. BAFF 2K DWT

TNF/INF L £ 74 —7 7 2 U —T—RMICAH S
N5 kkIZ BAFF, APRILIZU T > RELET % —
D31 % 1 X Tld 7z, TACI (transmembrane ac-
tivator and calcium-modulator and cyclophilin ligand
interactor ; CD267, TNFRSF13B) & BCMA (B-cell
maturation antigen ; CD269, TNFRSF17) |3 BAFF
L APRIL liFD L7 4 —Tbh %59, BAFF-R
(BAFF receptor ; CD268, BR3, TNFRSF13C) &
BAFF & D ARRICHEEGT S (K D720, Zn
¥ TAPRILFEML T & —13ARHATH > 7223,
B TINF Lt 7% —75 3 —TiIdRk<, 7O7F
FTUH L ERET DI ENRE I N2D,

BAFF-R (3 B i} D JL #i 75 53 L BB 1T B W TH
WA 5N, BAFF OXHERSEKELEZ SN TN
% (K 2)024 F7- TACI, BCMA % %\ B #ll fi
MNOREMICOZDREICHEIL THD, ki
TACI 13 MZ (marginal zone) B #ifi1ic, BCMA i
BEMBIC TN T NHBMEEZTD ¥, £k
TACI & BAFF-R I THildiCHREL TWs I &
MHILEN TS, TNH5ZEMKIZBAFF I L
APRIL 235459 % & TRAF 7 7 2 U —2E L X
N5, O FHIZIE MAPK 7 7 2 J —% NF-«xB
mENMBELTHD, BAFF-R O 7 F)L1d IKKao/
NF-xB2 %, TACI & BCMA ® > %7 F )L IKKafy
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;? tri%ﬁ: BAFF T A 3ERF

7wy VY TACI H BCMA
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Tl fa
i ArE
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Bl

BAFF/APRIL * = D% 5k} L UHERE
BAFF (I furin ﬂ#m;—7—m:w%ﬁéﬁn BAFF R, BCMA, TACI b f5& 4 %. APRIL (%, T¢IV E LD furin Bl 705
7 =X IO S h MR E N 2 SAlfast~ 5 S, BCMA, TACL, U547 Ay &3 %. ABAFF & 3 &3 /1

F7 —VICPiETH % . BAFF/APRIL & ZDOZFEEOBELT ZHRANOEBTHA TELA (BAFF-R : 7%, BCMA : #
TACI : ). EZBREOERERIIEEN LD TFETHHELD 5.

ZuB 7B KB B  EMEB ATU-—B BEME

BAFF-R - - + +4+ +H++ +H++ +/-
TACI + + ++ +
BCMA + + + -+
CD20 - + ++ ++ ++ ++ -

K2 B#IaIC 35155 BAFF 244k & CD20 ORH

B M3 E8 O migMig» 5~ o B %EHH@ U Bk, KRB M, BB MR, iEME(E B MilE, A€V — B M, EEM
N &b - BT 5. B LEEREIC 3510 S BAFF %234k & CD20 ORBIER .
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/NF-kBl #{EMAL L TWA Z EMHEMIZEINT
(/3%)25).

IV. BAFF/BAFF SR {EDOEAE(CDOWT

BAFF |3 T2 (transitional type 2) B #lfig AR D R
ABMEN S EMIEE TORE - EFITBVT
HE/QKTTHD, CD21/35, CD23 72 & OHibh=2
BROFRBIERR, RE/OTY D0 FAZA vF,
T Ml IR - KA VEDUAREE & B Ml DR T
FIRIZIR<S B> T 5%,

1. BH#fEDKR AT XY —2 X(Z&(T% BAFF O
%El

BAFF > 7 )L3 7 iR b — 2 ZIZHE I E <
Bel-2 ##%#E 925 Z &1k D B s ERFR
T &725%%0, B S M, S 70 B
Mg, L Bfilg, KA BMIK, T1 (transitional
type 1) Bffifiid, T2 B #ifcl, pk#A B #ifa, &ML B
Mg, A€YU— B, BEMEAESE - KA
9 %. BAFF R~ 2 Tid Tl B filfig Tofbhviz
1IEL, 2 BN 5T &5, BAFF &~
7 VI3 HRFIC T1 B fifla 2 5 T2 B #ilfd <> MZ B
JANDBITICBWTEETH D, T2 B
B i D /b« BLEE BAFF (K 7#1E & Wb T
%2, BAFF-R RIE~Y T X O XBIA T BAFF K15
XA EHLLTHY, BAFF O4EFES 7 F)NEE
IWBAFFR IZ XD ImABNSEHZEZLNTW
%2282 [F 412 BAFF-R EEFICHRERNIAS
N5 A/WySn) ¥ Z D EBIA S BAFF RiE< ™
A EHPL TNBI60  FimiEv T AICBNT
long-lived bone marrow plasma cells ®4AEZZICIT
BAFF/APRIL O Z &K TdH 5 BCMA 23N ETH
D ENRINEZD, —T, BAFF IZJEFEN B
JADEFIZIZEEG L TWinwEEZ 5N TNW5,

2. BB A, MEAL(CHTD BAFF O
&E

CD19 %> CD21 72 & D#fEh= A1 Bl bl =
7K (B cell antigen receptor ; BCR) O 7 F )iz
EORMEZ T 52 &2k BMifziEHLL %
FTLLTHD, INFEFTYIRTFHERIZBTSE
HEPE /NI VERR B2 K O R % A% B Hl S % ok
T ZENWEIN TS, BAFF 7 FILid 2
@ B fifL B Z Rk TdH S CD21/35, CD23 D%
BT oI ENHASNIINTNSEMD, £z

BAFF & BCR O#llific k0 CD19 D HBB L UNF
O 2 VRBRIEDE®RNASND T ENRI N
% L T BAFF 25 )LIZT BCR & CD19 DZEFEIC
£ % B filuDEFEERIEANBIREIND &, &
Jiu #%f % #8 B ( follicular dendritic cell ; FDC) 2
BAFF OHBNA SN D T & XD, BAFF [ZIRHLL
IZB W T FDC-B il A BAEHIC K 0 Bl R R
B M E 2 A E I 2 nlREME AR S 723, [FIBR
WX ADZRTH BAFF 27 F )L DfEZEIC T FDC
v N7 =7 ORERE EGEMEIROEAKT
MEE TN TND,

3. MEELE, 77 XAXA v FIC&(+2 BAFF
DIRE|

®BETOTY DT AXA v FI, T HIESTE
9 % CD40L O il 12 & % AID (activation-in-
duced cytidine deaminase) DFIFEZ L TiTb
N>z ENMEN TS, L LiL4, BAFF/
APRIL & CD40 JE(K77FAYIC B #ila & Rk HE D A7
HIEHZM L T AID #5585, T LT I A XA
wFEHBTLHIENHASMTINAY, BHKHE
% fi]3# U BAFF/APRIL Z 3 =& T B fifid & 3%
R#d 5 & IL-10 ® TGF-8 727 F Tl IgGl,
1gG2, IgG3 BEL UL IgA ND Y7 T AAA v F 2 ihE
L, SSIILAGFEFTIRIGEANDT T AZAA
F %3 59, F/= BAFF © APRIL |3 Bl #ijig
> MZ B i1z & % T #ll fel JE A& 77 M a2 12 BY
BLTWASZENRINTNB,

4. THERIEREK(CI (TS BAFF D%E|

B M@ BV 5 BAFF Ok & IR HEREN B 5 i
IN%—JT, BAFF I T Hifla D&tz H il L
TWbZENbMn>TE7., BAFF-R IZIEMEA T
M HFRB L, Bel2 OFBHEHRZ ML T T M
DEHFERTE L THEAEL TWD AR RIN TS
03 F/- BAFF OLHIEIC T T fifld O & Ak
BRIND. THMREPEELREHEZRLT T A0
BHEETILIZBWT BAFF 27 F IV ZHETS Z
IR VRSBSOS Z IS S & D 5 T EAHE S
NTWV5BY,  F/= BAFF BRI FZEH~ T A TIE TH
N K 2 AR R O HEIR H BIER I N TN 540

5. BAFF & BCRZEMKE L DREE
BAFF BXLUZE DZREKDBELRFHREST T A % H
W= EEBIZL D BAFF EHO S RSB & o B
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MRS NTWVNDIO, BAFF BBEFB < ™7 2 TIIARM
B g%k 0¥ hn, T2 B #ifd - MZ B fifig 0 ¥4 hnic
K BMER, T MRIEEGENE - RGEIETURREE DY
7 RY, SLE THLNLAREyZ7O7 ) i
iE, P1_7A$H DNA iR B EGRDESA, B
B O 7Y ok, T LU TERRNHET
524142 F 7 TACI RV T ATH4E B HllaE o
BN, BRREER, U > SEEAYA S 4 SLE AR DEIR H
BERIND. ZOMROMME LT, TACIIZHMH]
WD TFNELRETDHEZEZLNTNDY, 5
\ZBAFF 7 > # I= X b ®#%512T SLE HAFRIE
ETFNIYTARRAETFIINRIUATHDAT—7 >
FEEEROIERPEETSHZELD, U FHE
PEEIZTH W T BAFF O HEREE 2V B E 2
ZLTWasEEZENTVS,

V. BAFF EKFELOFEHY

1. )< FHERRECE(TS BAFF DR
HOPE 2889 2 3 O B M R34k 4
k& oprEInsd. Lo LUi@E 7 BAFF NEET
LA, MWAEGFES T FIVMEE S KR Bl
FEVE EFR D 164449 KA N L T > X DREHE % K7z
U B ffifg o BeEiEikk, BobiAkEELAZ2NMLHD
REMRBNFIET HEEX6NTNS (K3).
1) SLE

SLE (I B ffifla o 25 &ML, 5T DNA Hifk7x &
DOHCHEREAZRD L HCREEEETHSH. &
@ SLE B3 TiLIMiE BAFF O FARRD S
N, PLAREH DNA Fifk & OB 2RO b h
%4647 —7F, Stohl 512 &k % 68 A SLE BED
RERFRYENT Cld, #9 259% TG BAFF R OER
B ES, #25%ICHifn ERARO SO0, i
5 BAFF £ & SLE OFE#H I HE L &2 -
724, —7J5 APRIL |3 SLE & IC 3\ TH A8
DNA Jifk<> SLE OIEENE LB 3 5 & O 28
»HBHY. SLEHARRBREET IV Y ATH5H
(NZBXNZW) F1 <7 A% MRL-Ipr/lpr <7 A C
& SLE FRIEAR O FEIE T\ 1ML BAFF RO LA
DRDOHLNT WA, ILICBAFF 7 /X I A
FOELEIZT, INH< T AD SLE HOFEIRHA K
FTHTEPIMBN TV A2BAD,

2) Sjogren FERR¥

Sjogren JEMEHE T H B #Mifid D BETEMEL 230 b1
SS-A #ifk, ¥ SS-B fitk7/z & D H COHikEL 2R
W%, Sjogren FEMEEIZ BT S B ML D EHEEMEAL

A.

i d

IR

BAFF

TR A

V7ia

BAFF

W72

.. - E'.f@.ﬁ

X3 KLV 5V ABREC ST 5 BAFF O E

A) BCR 2 BEI\ 7 F VA% 4 PR BAFF £ CTH 5
Y&, BMlgiAs, W4 5. B) HEHEZZREML
BCR 7» 5§\ Death ¥ 7 J )L % 52 1) 4 BEf) BAFF {2 TH
AEE, BRI AT TV 7y a v % T A, C)
HOHE 2223 1 BCR 2 558\ Death 7 F )L AT
EE 7z BAFF R CTH 586, TOEFY 7 FIVTHEK
JEME B R34 S0 HOREMIRBORIEICENL L. (L
ik 16) X 05| HHZ)

12, RRICE y 707 CIESEMZFRIEL D

Bmwu/Aﬁuﬁﬁﬁé_&#ﬂmema
BAFF i F FH <~ 7 2 T3 & & 12 Sjdgren fiE
BERICHELI L ERZRD D ZENBERIN T
%247 SERRIT Sjogren JiE B TIIIMTE BAFF
BEIZ EALTHEDOD 5 SS-A fiifk, 1 SS-B
ik, U<~ RAF (rtheumatoid factor ; RF),
IgGEE L OB ZED 55, X 51T Sjdgren JE &
TE BB 35 O W G 5 #EL % 12 B W T BAFF @ R FE 8
R o250, Rk Ot Tl Sjogren fiE R EEEH O
e % IR AL A% 0 BAFF RS, kAR OBEE S M
B9 % Z EAVURE N, MEWRNR R AT T O BAFF 23
JE 4% DGRBS L T B ATREMEDVRIZ S 7252,

3) EE) 7~ F (RA)

RA T®% SLE % Sjogren JEEHR O X © 1T B il fig
DOREIEEL & RF RHBRKRS MLV AT F R
PR EDOHCOHIKREEZED S, RA BEDIME
BAFF 13 LA L TH O, RF EHHBRRZED
%4647 X 5|7 RA B F BT 11 O BAFF R
My& BAFF RE XD bEmBETHD, KT
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BAFF D A7) RA OEEIRDIERICEG L T b
ZEMRBINGEY, ISICRAETIVYTATH
53077 HEHERTBAFF 7 > =X b
DEHIT K VAR DIERZLEI D T ENHS
Mz EINZ,

4) 2 EHMEKAE (systemic sclerosis ; SSc)

SSc R ZDET IV U A TH S tight-skin ¥ 7 X
TH, B REEELEFIFRA VAT —F 1
PRSPt > bO XA T HiRR E D HCOHUREE Z R
8 %3430 SSc FEH D I BAFF E#EIX EH L T
B, KEFELDOEETdH % modified Rodnan total
skin thickness score & DAHES #5807 (X 4, 5)%9,
¥ /- 7% BAFF I2JE O R RAT 2175 & R E R
Dtk & & HIZ BAFF BE O T 280, #&iE
H1Z BAFF RED 159 % § TIERERHE O /=
RHHPHEEZEDOTWSZE XD, ({5 BAFF
IR SSc ITHBW TR Z BT i &2 %
EEDITHEFENERD S ST EMRBEINE (K

6)%.

2. ZHRMUE{LEICE(TS BAFF ORE

WRLA%, WM& BEW I BAFF 23 N, Ko
EAIRMINAY BAFF Z2FE/E L TWB Z ENEIEH S
MTIES 725, 3 5 ITE R LIE DIIEZE IZH N

E. =

o)) .

54— ° ° *

']jl\P( ..0 ...

.0 L

s 2 ¥ :
Liadt
5% Ty %

0 T T T T
4£8Sc dcSSc IcSSc SLE DM i A
(n=83) (n=45) (n=38) (n=25) (n=25) (n=25)

SSc

p<0.001

. p<0.0005
L p<0.05 p<0.0001
L p<0.005 p<0.0001
p<0.01

4 SSc B#HIMLEH D BAFF [
Diffuse cutaneous SSc (dcSSc), limited cutaneous SSc (IcSSc),
SLE, &E#548 (dermatomyositis ; DM) 35 & UMdtE A ifi
i BAFF &% % ELISA I CHIE L 72, KEHEE « D
fEi%, SERTEE ADOFPYE+2SD ICHE Loy AT
%74, (CCHk55) Xk V5IHHE)

C BAFF ORH EANE D 5NTH D, [T
LREMEBEEDET IV Y T A TH S experimental
autoimmune encephalomyelitis (EAE) DIME#E
MIZHWTH BAFF OFH ERE#HE I N TN
%% RFEELEDOTFT—F TIEH A, Thl HCEGEME
FEHRTTINTHSEAEICBWTBAFF 7 >4 1=
A N D#5TEAE NEYENT 2 L OHENH D B
RN,

3. BEEMURERLIEICEK (TS BAFF/BAFF %
BHROEE

REAAHE R B A2 E (Common variable im-
munodeficiency ; CVID ) 1% & 1gG, (& IgA, (X
IgM IfifiE % 2 VIRV R R 22 £ & T 2 KIER
B Td 5. BAFF |3 TACI, BAFFR %=/t L T,
APRILIZ TACI Z W LT IARA v FEiAEET
L ENHMENTNBO  FHiEDOHE TIE CVID
D—EBDREF TIZ TACI 21— RT LELETFTH
% TNFRSFI3B \ZERNH B Z EnFEHIN, Z
@EE%ﬁﬁ%%AEL%E%%D&TMnmﬁ
WA EEZLUN Y ROEGHEEWEDIZY T
ARAA y FINEES N REARZRIET D &
MR N0,

4. B ifif2fER{k & BAFF

INET, FEKRIZF U )N, BHITEEERMED
SONEBR RS L HE OB FMEF TO
BAFF RE DO LANHEZINTNBEO, N6 HEE
M fe 13 BAFF Ak Z %3 L TH D BAFF %
APRIL D> 7 FIVIZK O TR =2 2 &L T

% 50
F 404 ;.
=
® .
.g 30 - o o o
& *e
20 - [
o .
2
= 101 r=0.415
T [ 4
8 [ &% - pe0.005
0 1 2 3 4 5 6
1 yEFBAFF#2 B (ng/ml)

5 SSc BHFOIMTE BAFF I & gL & OFHBY
G AL 2 (AR D 17 AT C 3 BBEFE L 72 modified  Rod-
nan total skin thickness score (modified Rodnan TSS) % il
IZ, SSc BED MG BAFF & 2R L. Ok 55)
X D5 HAE)
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.. A BAFFE/ ] B. BAFF R Z £ .. C. BBAFF/mE¥
W= i TBTHERG .
wE - . ol /N Sy
(M=) e
TIRAR 4 4 WEIEE s ) —¥
g SN N N ETHC |
ﬂ 2] 24 24
A= = IR

L)) [} [}

0

‘opamsce © W@

HfE 20 12 %% 10 ** 9¥x 11
(§5PH) (1540) (622  (520) (4200  (2-29)

R ()

" RE ()

6 6 15 10 9 6
(2-14) (2-14)  (10-16) (812)  (810) (6-6)

Modified Rodnan TSS

Modified Rodnan TSS

Modified Rodnan TSS

X6 SScE&E DM BAFF B ORRIZEL
BT SSc F DIl BAFF 15 %, T BT modified Rodnan TSS OFfREFIZE L AR L 7-. A) BAFF B FE : Ifilff5 BAFF JLps
DRZREL D 50% L 4. B) BAFF RNARE : fI22KF & b UM{E BAFF & 28 50% LN OZ (k. C) BAFF BNk : Mg
BAFF EEAWZR LD 50% L LN, S EE AOFHE+2SD IR E Loy P A 7EAmRd. *: P<0.005 (vs. #7%

BE). **: P<0.05 (vs. #22Wy). Tk 55) X 0o HBZE)

WBZENHENTHY, HEEAMIEE SN auto-
crine |Z BAFF % APRIL #4955 2 EH RS
NTW3%, F7- BAFF % APRIL © 37 )L &
THIEICKDEEMEBICTY R N— A &2FETE
LZEBMESINTHOBREY—T v hELTHIE
Hxns9,

VI. JAE~Y—4 v &L TD BAFF

T4 SLE % RA THi CD20 §ifA (Rituximab) &
ENTRULEOMREZHTTH0, Billzy—7
v U B EIEDSHYE 28T CT W%, BAFF IZBIL
TH, SLEHRAREETINIUZAR AT —F Vi
BRI T BAFF 7 > =X b OHHIZT X D IE
REWEITSZENHENIETI NP4, BB
TH 9 TIZH BAFF §i{k (Belimumab) 2325 I fH
R BTN, KM BMiakoR AR IU
LR I N2 3 1T M ER R B S T
TH%. F7/- BAFF OZHEKRTH % TACI OHifiE
SR AA 2 EBIRTHLIE A Z2 W T 1gGl @ Fe
ok ea S, BAFFOB ED L BT % —
(decoy receptor) & U T BAFF % fH&E 3 % TACI-
Ig bERIKABRABHEBINTW S, Rituximab &
BAFF 7 >4 I Z b O#EIL, BMEITHITS
CD20 & BAFF AR DOFHBRRICL D ET RIS
(K2). CD201Z7 L Bififdm oiEMb/ A€ —
Bl TIRIASHEHEL TWANBEMEIC/L S &
49 % 72 Rituximab (3 B2 Mg 120 3 5 52 %
13720, —J, BAFF OZ&{k (i BCMA) 1
BEAIICORHEL TWAH =D BB T 5%)
REHMHFTEDEZEZLNTNSY,

VII. &$§H VY [C

T, UIRFHEBIIBWTHEEY -7 v b &
LTo BMICHNNEE > TS, BAFF 13K
R B fliE - IREMEO A, BRI BRED
AtE, UKL, B/ 0TI D TARA v F
LWV IR SIEIC B DA s ERE 2 H S T S,
BAFF/BAFF 8K D 2 A 7 LA e H 2@
HEAZFEL TWAZENRENTEBD, 5%
BAFF %% —/7 v b & U=/ TR 3 L iE Mk
REBOHRGER 25 2 Entian s,
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