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summary

Recent studies have revealed that B cells play a critical role in autoimmunity and disease expression through various
functions, including autoantibody production, cytokine secretion, antigen presentation, and co-stimulatory effect.
Selective targeting of B cells has been recently achieved using a chimeric monoclonal antibody against CD20 (Ritux-
imab) . Significant clinical efficacy has been demonstrated in several autoimmune diseases including rheumatoid arthritis
and systemic lupus erythematosus by the infusion of this antibody. Rituxumab significantly improves the symptoms
during the long period of complete B cell depletion. Understanding the dynamics of B cell involvement in autoimmune
diseases will be crucial to the development of B cell-targeted strategies. Conversely, the findings derived from studies of
anti-B cell therapy provide us a lot of important clues to clarify the pathogenesis of autoimmune diseases. This review
focuses on recent data demonstrating the roles of B cells in autoimmune diseases as well as the current studies concern-

ing the treatment of autoimmune diseases by Rituximab.
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ITEOWEENE, BMRSBCHEOES, I 4 N A4 v/O5W, FURERT, HAMERZ YA L TACHRE .
ZOREICERERBEZRACL TSI LWL L. CDO KT LEFASE/ 7u—FUHF (VVFY
<7) BEREh, ChEAWALILicky, BMllREZ—7'y + & LcBIRBERRAWREC - /o, B U<
FREHUTVFY F—TFRAZFUVW L OPOHCREKRBICE VT, JONGBOFRMEN A LHEEINTET
Wh. UVFYTT7E, BAIRREZHBASIESZLCIDRVWHBMEROERZFE T 5. HEREICKIT S Bl
ORBEMEOPCTH LT, BMRAEZ—Fy & LICEBROBRICER CTHS. ¥/, #Bilary—ry
b ELAKEBOBENL, BOCREOREMRIC ORS5@ASBONSFREELDS. COKHTIE, BCREE
BICI1T % BHAIROBRENCE T ARFOVRMR L Y VF V< TIC L5 HCREEBOEBER R & PO T

5.

L. FLBIC

B #if@id, @YRHUR & e - /0B aICEHAL -
WIEL, FURICN I H5HBEZELE Y DRIG, VWbW
HRME G % 7 5 REELMRTHS. AChEE
BMIRICEDELE NS/, H<2» 0 BMREE
HOHGz 4 L THCREKBOREICHES L Tw
HLEZONTEL. ZTOK, 20FFIL2LHS
RERBORERORTIES DI T MR, B5WE

S IRKEFEF

THfEPCELEINSYA AL VEBEZLND L
D2ITix-7c. Ly L, THIBEZEY—7 v b& LA
BBV OPRALNIZHDOD, HIFINAIFTED
BERREONZP-72. T LT, TFEOBRELTHE
R AERWICHGER EH» D, AEREOHLEK
B#ELLTBHRBBUHEZBRUTS L L
7oY. BOREEABDBED B MICE, FHh
DREMNZREVFEL, TOKEREBENICBCH
RELE A ZI-THEEPERHIN TS, 36T,
BHifRD BCARIC BT A%EE L LTiE, BOHE
DEADMC S, FRERMRE L To®RE, ¥4
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FUA VEAMR Y EAOBEEERL TSI L
Do TEA. IHIT, PLCD2OFIEIZKS B
MR ERESL FOACRERBICERATHL L
DOMENHK E, BAlaE X —5 v b & LcBRA
HOAERBEOBEL LTHERIFRESIATY
5. ABRICBOTE, BWETIVLLHALLIC
> CE/-BHiIROACRE~NDRELE L, L FDOH
CREEBICBITSBMilsY—7r v b LT
BOFFOMBZHOICHRT 5.

2. BiifgEECRE (W7 ADHEHLD)

ARMERL B CHFRICR T 5 B fla0 RIS
FPRICK 3 A8 E 2T 45— T, BOCH
FCs L TRIBPRE & W I S ICEBICHE s h T
WA, TOEIERIEDONT VA, BMEHERERZ
#1k (BCR) & BCR DV 7 HIVIREICEE R XIT
¢ response regulator & FEETN A8 « OMIEREE
AR DY 7 FIVEES FIC & - TRE S N,
BfifeoEteHEEsa v/ PO—LEN TV
(B 1. Invivo TB#IFED Y 7 FIVOFER T T
5 (V7 FIvEHETA) 2 F& LT, CDIY,

CD21, Vav, Btk, CD45 Iz ¥ B bN T 5. I
VI FVENMEIT A5 F L LT, CD22, CD72, Src
homology (SH)-2 domain-containing tyrosine phos-

SR @R oD cD22
B R
'E_‘HH

CD72
FcyRIIB

]}
i3 1
R R
BERE

1 B %Bﬂ@%)i;;éﬁs L ZORIGATRT (A2 L 95]
H, —% ).

B iAo kHiELHCHECH T ARGIEEAEFEDK

IGRASGRTFIC L > TEHAxEN T 5. CDI9, CD21, Vav 7%

Y BIRHES RGO 7 F I e+ 5 ECHRSRT

TH Y, HiT CD22, CD72, FeyRIIB, SHP-1 % SHIP 7z ¥ it

B IR ZBAOY 7 )V MEH 5 BOHHRT TH 5.

#F1 BHIRROBESHATREINLHORERIEYY A

CD19 TG B IR OBWERAL L DNA FIBFRHM P RAVAS—EIHEL OB OB EL T 20, BHER

(overexpress) T A BNz,

BLys/BAFF TG i DNA Fifki COBCHEDOEA L Y 1 — 7 UV /EBEFER SLE I EREET 5.

(overexpress)

Bel-2 TG BRSO B flilan 7R b —Rkdkh, ACHGEE, BREETA.

(overexpress)

CD40L BRI B ffgic BT RIM IR 5 L, HiDNA JiKZ X OECHIERDEA & R H) CRER S AIE ARG
FRVELS.

CD22-/- B MR DiEMEAL & 5L DNA Hifk, H) VIRENGZ CORCHGBOELEBAON AP, BERELTEE
AoNV.

Lyn~/~ ViDNA A7z COACHBOEL &L REREAFIEENLT L, UV Vv HRBRBOEABALNS.

FcyRIIB/~ Type 1l o5 —4" VHEMMEEH KL Y OERBEA LY, Type IV a5 —4# vO&E T Goodpasture
TEEHYRIET 5.

PD-1-/- PD-1i &% BHIIRBEEOMBA R RBZ LIC LD, HCRELRIE. SLEKOB L LM%,

EEOWER L.

Motheaten viable
(SHP-1 mutation)

Pi DNA biffiz Y OB CHGEDOE. & SLE RO S, I, &, BEMERZET 5.

Ipr mouse (Fas R18)

L DNA Fifk s ¥ OB EHADEAE & SLE OB - B - BIREZES LU U v @ R OmEA %
245,

BXSB

BICHED SLERRDIEERZRIE. Y 7 OEY—ALED Yaa BIZFOHFEICLD, BAKOEMASADL
ns.

Tight skin mouse

WRAEDEF VD, BHARBEHILLTCDIODY VER{EHATTHEL TW5. CDIS DFERE AT
b, EEBEAEPBETS. ’
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phatase 1 (SHP1), SH2-containing inositol poly-
phosphate 5 -phosphatase (SHIP), Lyn, FcyRIIB
BEBD L. BIETFHRET Y AOKGZ &b,
ML TBMRODY 7 FIVE#Rd 55 F & BHE 5%
R, VITFIENGHT 55 TFOREYEL
LEDETIRB L, BORESFEIhAEEAR
ROLNS (FED.

b ORI Y U= S (RA) ITEEULL A-BAfIA %
BHARIET 5 K/BxN =7 A Tik, iEMALLA BM
RSN L T, \y 7070 VIlAE R A ik
DEA®ERTAY. IR IOTYRAOMBRIER
RYRACBATHEHACHEMRBFEINSS.
DED, K/BAINIYUADBETHECHGEEZIEE <
DARCEET B L, ThRRTTHHRREREINS
DTH5H. CTORCHEDRILHIRIZ glucose—6—
phosphate isomerase TH 5 & BRI N TS,
COHBEIIE FORATHHRIBEIN, THIC glu-
cose—6—phosphate isomerase i3 RA DIFIFIC & FKB
LB ERG, HREEEHTHEACHAEL LT
EHShTWAED. £5HTYF<F—F R (SLE)
DEFIVTH S MRL Ipr/lpr <7 A0 B fija %k
BERABE, RREBELEZ2ELZVWT EHBH
HEINTWBY. aHIZ, ThbDIT ATIIBRK
DORE, WERMB, EEICIRERMRRENIAD
Ny, HEEELATHREORLEFRICHES LTV
7. 2%Y, BHifgI2HEMOBCHREORBICYL
ATHAHTEDRINA-DTHS. FiZ, B
FETHHI00, MBEFRCHGFELEATERL
MRL Ipr/lpr = 7 ABER I N /2?. TDOT TR
i3, MEPICHERZELETERWLOD, HLURERR
BBV A AL VHWEBIXIEFE D Bl H LT
W5, INHOIUATIE, BOIGEZEEL LTV
CHBEHL LT, BMEEBRLPMERERIE L. &
7=, BMifga%®/R#E L7 MRL lpr/lpr 7 A L i3 R
0, THRBOEMILIZIIER BMROFET S
MRL lpr/lpr * 7 X L RBEICRD Oz, D
b, BMRZBICHCHGERZELT H/210Th
<, HEHEOHERRMELTA A4 VOEA
AL TCHEAREDRECES L TWShDEEZX
bhb. i, £HWBEIE (SSc) DEFTITH
% tight-skin mouse Tit, CDI9 OF ¥ /) Vi
1LA3T0E LT B Mila M8 MEMICESEL L THh5B &
L, CDI9 DFEB %7z < & Bfifgdr oD IL-6 7%
EDEEDBRATHC LI L BEELBBET S
CEDBHETINTNWSBI,

3. HOCRBRARBEEICHKTZAEMBMRES

SLE DBETIEF 4 —7 BHIKI L A EU—B#
OB BRDOLNDH, KRIOEHME LT
HEMBEOEmMBALNS. —F, Yr—7 VVIE
BT, BEMARST A —7 BHEOKIIEYR
A, AEV—BfilaoEIBLELNS. T/,
L B YRR BIE (SSc) Tid 34 —7 B filasssgin L,
AV —BfilaRHEMBEBORLBA SR TY
B0, COEEE LT, SSc DA EY — B {ifgsnE
HRNCEMHIAL LT, 7TRF—V2ABEIMLTWA T
EHRRBINTVWAS. ThiIZ& DIBEHBRADHL
BHAREH, 74 —FRov 70D FA—7 B
REEMT23DEEZILNTHAID. DL
IZ, SHERBEERBILBWT, FhZhSEss B
HRRDHRAF AR —V ADRERRD LN TV 5.

SLE & B D B fiflaTid, B HINESZAE
D HDY T FIVILHER CDAOL OERB L & HBE A
BB RTRE & T EEARICERD Hh, B MICHTE
HNEREOHEEDPTREINTWAS. £/, SScitk
WTh, BEHE BT CDIY OFRBENA
bh, AEEICCDIY *BRIAIEALIS VAV
Sy 77 ATIE SSc & DB D HADEL R
AbN/ T Lp b, BRKICAHENZREBEET
5HDLEZLNBY. RA BEOKREESEE
T, Vv NEBORFLO &SI B Il 1L
PAELTWABAEERIRBIN TS, 7, BEK
EWT, AEHFROICESE{ LA BHERny
O— VI L TWA Z L2 RTREBREAEASHh
5.
fihic A CAREEBAE T, BHARBRENES T
DETUBRIBEI N/ LT ERELEHADON,
BORERBICERIT % B MIlORNENERERRE
INTW5.

4. MEPCD2WE/70—F Ik (Y'Y~
7

CD20 ¥, MMABEF 77 IV—KEBTHH5T
¥ 33~37kDa © 4 BEEBEBKEEEQE T
5. CD20 3 BRIl EENLEEAS FTHD,
PreB fila O FEIA L W EMIa Z# KR <, KKZ B M
Mo, BZABMRICRBE LA DONS. CD20 i B4
JADOHEHALDBRBICE T, MIHEED Ca2t o v ¥
73 AE cellcycle DFETEZRFT L TWB. YW
FYTIEI =T AH CD20 £/ 7 a—F)LHE
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[gGl DEFEHEBZ L b IgGle TEHB LI -F A5
PETHB. ZOHUkIE, antibody-dependent cell-
mediated cytotoxicity (ADCC) & complement-
mediated cytotoxicity (CDC) & &k ¥ B fifalkE%
HET L. D, JVEFEY<Tid CD20 DRERY
BEDV O THS Cat DRAFAY —V A
Be5zich), BMROYZFIVEEDES, cel
cycle DFEE, 7R b=V 2ADFBL ¥ HL 2 1ER
BFEZETLIEHEEINTNS.

AT, CD20 BEIER Y+ VY VRESRIC
RERBEIEAD D, 37Smg/m2 OE%BE 1 {THE 4
EREHRE SIS, ChETHRTOFALULED
EFIZHRE I TV, Htit bbb A, HE
TRBGEDD I WHEMDBWETHS. EBOH
CRERABICIIT 2HERRBROMBIC DWW Tidgh
TH0, REROBELXE DB EUTFTOL S5Th
5. —HOEFTIL, BHBEBRESTRES IS M
B, Foy RBOLTM: & OBIHE IS S T\
%. AAATIE—BIC BMBRERE D 2F 0
EHREH, KEOHTIIEATRIEOE NG E R
BB UYRYR TR, WEEEANSLT 5
D B MifgiikETE 54, CD20 AR LTWinn
WEMREBRET 5 LB TERL. TD,
VRV TS LCHHBEMBD b OYLAEL T
TSI S NZVDOT, HERBERBEZOME
PREDT ) UABBIETLT L@ F I IE R FE
KEEEL. —F, RGHDOY < k4 FARF, #iL
CCP fifk, #12 K84 DNA itk %z ¥ O [ Bk
i, REIOTY VBR L LTHEREIETT3
AR N, =D LT /sy
R—BICRIEFR OB (long-lived plasma
cel) ICENEALINBH, #2484 DNA Hifhir
EDHCHFIL long-lived plasma cell & 1 & 37 L%
short-lived plasma cell IZ & » TEA X h T % aJ
BENEREZ LN TWS. B MifaBR 2 D R BART L5
PICEDZBRETH B, BVEMATIE 17 ALk
Bi<. BORERBOEROBRIL, YvEs <
RERBBAMEVEDOH, BEB AESEE L
TYWAHERZ ORI FEHETS. CnX>5ic, B
MR ERE R RPIC BT 2 BMerFE =5 - &
B o THWDH, BRAMOEEREIC 1~2 4L F
BRELTOBEARRHCH 5. KRBT 2, 3
BOEIZ, B OFFCRE r BRICERS L SHH
THY, BROBRYREDF 5720071 b o0—
WO BEENS.

5. EMC&ITSBMAEREKE (RA)

2001 4F Edwards & Cambridge 5191, &fEH 1
U FEICAEHE D RAS BIIZ, 8 1 BOH CD20
HAEDOABEEE IO T7 3 27 7<4 B2V AE
BRABDOTVF VO VARDOBAZT, 0%
ReBA Lic. COBBORTHRIZBCER RS
ZTOERP I SED LT, 6 » BEDOREET
26T American College of Rheumatology 50%
response (ACR50) 75 ACR70 O L~ )LDk
AbNf. VIR A FRFR CRP H{ETF L.
26T Bl R VEEE TR LA
B, TOHAGITEEBECEELL. chbn4
BIrF 2 BICIEBRE - 783, BY 2461Tid B4l
REDOERD 6 » BURICA bW DD, FERF
AONBRP o, REIOTY MERETET L7-
OO, EIFRIIELLETH 7. COWMET,
REEMREEZ DD TH - 125, KBEORENE
Al B LT B 22010 B CD20 Hikic & 538 %
HETHILIFRRRBETH 7. L L, AV F
VFE—h ey 7 m2R Y v A OBRIC S EK
DS POEB M RA (2 Bl H TNF-a HiATEE &
WD) 1T, RIIHFE & B 81058 1 @O
CD20 A D A% 4 B S L 7-Mst RS X 7.
C ORF T Edwards 5 D& & RO EHE
SN L b, §1CD20 HUEDH RS & 0 B
L7r o718,

CNODORMDA—T7 VR BiE, KHEBE RN D
MR 2EER TV O—LRRRABRIC & > TEI
SN Uy b FRTFBESEC 10mg L Lo
AV PUFEE—-FCES THEEMEAEET 5 RA &
FHI6L ABLT YU — Ui, BEBIIEERICAY -
VFEE—LDR, UVFv<TDAR, Y VFETT
THAIBT 5 AT 74 B, UVFEI=TLAY
FUEE—trDaBICH TN, TNTORETRT
HAFORREHA L. VYFy <7 (1gx2
E) 2&5 LAfcid, AV VFEYT— DA BF
MU LT, BT 24 B85 0FbIc ©
ZUHRHERALN TS,

London @ Edwards 5 DGR OFHC L2 L, 1)
VFEVRTHEG LI 40 6lR Y < 4 FETH
D 36 I T BB B A DRERTD bR T
WB®. LhL, BREWNC EIC4HD seronega-
tive RA TR YV F U< THEIC L 2B E RO
HEDBALNT, CRPDET A LR T,
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RAIZBITIZVYF VU= THEEF TR, YvFy<
TIERIGT A FHLF A SHEIT RA Tidi-- 7- 3
WORICEI S, FHELIE T 2 7DD
HANE RA TIILTLABETIIEWESTHS.

B AEE L CEARIC2 7—VEDY vy
<7 &RFEE LIS, 1 BB EFED B HaRE
DHEBAELNTWS.

6. £ MCI&HITD BMIRESEL (SLE)

REMEF IR D 6 Bl OIES#: SLE B
IZ, PLCD20 Hilkiz 5Ly r7m 7 + 277 I K%L
ARUBREBEOT VRV O VHR T2 & O
A, Bk L7 1 BlEER< SO THELAL NI & #
HEINTVWABEY. 241 TIE BlasEE L TEx7
~8 r ARICHO D RBRENALNTWA. SLE B
ETIE, Bl CD20 FLiEH 54 I1CHT 2 A 54 DNA Hitk
L TET 58, ZOETIRSTLIEDH
MBI L -7 6, Bl E CHEES
KA T, YA I VEERLTHERRE OO
BENDD DL EBREBEINTNA.

Looney LD 7 )V—7i3, BEEELFT XL
Systemic Lupus Activity Measure (SLAM) index 6
LA E® SLE 18 fEfIIC, PSL 80mg/H, UWVFI<
TIEAER (100mg/m?2/1 B]), FZEER (375mg
/m2/1[E), BEERH (375mg/m?/;8 16 4 BREK
B/ VNETEDNSDLRE) © 3 FTHER
L0, BHIBOER LA & & i, ALHE,
BAETR, BEREEOBERBONY, EEBLE
ERERBADNEL 7. 1THAREBWTT—2 8
Bon/d, BMES SE/ul EEREL TWicK
IESBBI 6 Bla HNniohd, 3BFEORICH SR
NIZAbNZL-7:. BiaOEAImEFDOY Y
FUITORE L MHEESA LN, B fifkEIE
P DIERITlE, FcIRIla DEEIMD I AEH| PR
ADBENHBBA DN/, 16 I TSLAM T X Y
SLE OEEMEN 1,2,3 » B BICFHE I /o8, 13
IEEL7 BHIRBRENADLNZ 10 B TIEEE LK
ENAON. —77, BHIREREBIEL TH-
6 BT, BELRBELAONEP 7. P12 A4
DNA #ifEomiMhit, #58< B filgkEDONIiG
HICBEH LT, FREEECBALNEL /. L
L7z 6, 12 A8 DNA HFia i om 4 25 E #1L
L7222 6ITlE, #XTOELEFIET ST ERBARET
Dol MBFEPOIEG & IgMiTZFNZFh 14% &
2% L FEEICHA L. ¥ FHF A SHAEH 100

ng/ml Z#BRIFERR 6 FlaShr-. BA, SLAM
RiEGI, BHMBREREATE MiF X SHALS
fE%ZR L7 F£7, SLE DERDSE < 13 WE MM
DI L TW e, BHIMKRESKCEHEL T~ B
MAICIIEMES VHA-34 2 2B ¥ 2 B OKIE
ATV —BMilaOA L WVERARZ SN, D
e h, BMBREEERE ORI ORI B
Milge—BUty F LTEHMKCEMEZHES 5
ERTBINTWA.

BiZ, NVVIWNZT RED Albert 5201%, &
RBIGREE 2 < SBEMEH 8 550 SLET FE#lIC
AL, VYFI =7 375mg/m? % 4 BREH 55
58 1/11 MHERIRABR % T\, B MBaH 99% Lk,
Pl ed3 5y AU EBRFEZNT 6 61T SLE dis-
ease activity index (SLEDAI) O{E 4%, 3 f
Tk 6 r AU EORMIMIEMRAHRL, 1BITRT
BA FHIERAETSH - 72 L H/ELTWA. Hiik(i
DEBREZTA LN - 7=,

/o, REOBEOBKRABRYICEWT, 6 HD
BN DIEB) M SLE OIEFIC 5\ T,
UYF <7 (0.5gX2[@E), ¥4 787 3R 7 7
~A FORME, KEATFTOA FORREFT- L
5, &BITBMAYN S/ ul RKICHEAS L, 3 AL
EFE L7z, 6 » AR ORE AT, British Isles lupus
Assessment Group (BILAG) index 3 Ah45e{E 14 2»
H6ETET L. MiBEHFDH 2 A4 DNA HLAAM
DEBIIEMIC K-> TR, —BDEAMRA LN
Bhrolc. i, L0 NV—T7iE, BEESED
W—TABRD 6 FEGNC BT, REDEEKRR
2T L TWw52, 3 » HOREA T, BILAG index
AP REN 1926 6 RICIETL, ZUV7FZVv,
HHAR, C3, P2 A8 DNA HLEDOZEBHZET 8
RohTw3s.

BT, A Class 111 303 IV O RER{AHETE M )L —
TABRICB W THEKABRATHbN 2D, 0.5mg/
ke D7V FZVOVAREBHEEDY Y FU<T
BEICED, 12 » BOBZEBORIC, class I O
4 Glepl L class IV D 6 b 4 F| TERHF BB A S
TS, ChoDOBHEMT 1~4 » A £ TICR
DON, SEFATEEZLEMNM 2~8 » A7,
fili> SLE OFER S BFE L MHEA L /. DR OF
T, EEMEDDH %S SLE Tid T fife i CD40L O
FEELABAOLN S, B#AKREIC X - T CD4+
T {ifg_ED CDAOL iEtE{b~—h— DRI EH
WKET Lct@EInTws. APCixEFSD S
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W—T7 B, BEDOSLEBESHICYYF VT
(375mg/m?) % 2MEEFH5ELcLIH, 2PITHER
DIRTEROBRBA DN, 6~20 » ADEMMBH D
N-EW/ELTWABY. F7iz, HHIE, VYFU~
73 BRABROK LS T2T T, BMifat
DORMB S FORBEELET &, B-THiakHEE
fERZHIET A ik, ACRELY —FIICY
Yy P AHRREEEERL TS,

7. EMIKTS BHEIERERE (ZOMOKE)

DRVE S aA e Sub b e ) SpAd= Nk /R e
T A8 4 DI B CRERAICIS W TH AP EHR
INTWB. FREN/IMRIBAEEDR, SRS
BERE, HOMEERMERImZ & Ths. Ei
2002 A ZUT DT I—TH, AFaLF, &
SR, MR8 P EHOFEBMEOD S 1T
BOBEGHEZ VA 7027y VIMFED 15 FHICK T %
BER®E L. &F CREEROBR, 8HIF 6
BITRHMPEREEDONEL A DN, MICHFE, B
OB ELALNLY. Chb EHBEALT, A
DOZVF7OTY RNy b FRFOET HA
LB TW5B. &l 6 BIOHEM:BUE B4 THIER
RECBMEHRERBADN I EREINTVWAS. 4
FITIE BHRDOEE L & HICHERBALNIH, 2
BITIIH L ERICBHIEAEIE LA HEDL LT
FER OB MR S N /220, fiIC » EIE & IEE,
Wegener NIFEIE 7 & O ANCA BEEM IME %, H
CHREKBIER EICEZ E DREDD S.

8. BHIRZEY—4 v b&LIhDBEE

ficd BRIEE Y —7 v b & L7cBEOBRES
#ADODOBH 5. BMREBRERELNC, EERLE
TE—2ZDVHAVF LOEEGETO y 73 HHRR,
BHBOEFICEREL Y/ F V2T Oy 735K
B, BERIEED Y 7 FIV B E T HRET VB %E
OWBE Y LTHIT N5, BEREKOE CHEET
BRI VFEYRTRFITHSBH, W OhoE
EOH CD20 £ / 7 0 —F )Lk ® CD19, CD22
mEDOMD BMfaRE S FIZHNTHE/S B —F
VAR T TIERI N TETWS. L2k PR
P1 CD20 ik b EERABRICFELN>OH 5. B
£ CD40 & T #a_ LD CD40 ligand (CD154) &
DOfEEIE, BRIRROEMAL, HE, 75 AAAL v F
WCEEZERE%H L TW5S. CD40-CD40 ligand O
MEER %% 4 5 51 CDA40 ligand Hi 1k D i 5K A,

B3, KBTI IIMURAIEICR LT, 33—
0w XTIV —T AR LTfThhicd, Wi
NS MBREDEEERP LR LIc/-DIC, —Bfk
ThTws. ¥/, CD22 iKxt+ 2 HikiC L% B
RaBREHED, R VF V) VIS THRERRS
TN TWwAh. B lymphocyte stimulator/B cell-ac-
tivating factor belonging to the tumor necrosis factor
family (BLys/BAFF) (% B #ilaDAFFICIEFICE
BBt E+A5EBTHY, transmembrane acti-
vator and calcium-modulator and cyclophilin ligand-
interactor (TACI) * BAFF receptor (BAFFR) %
TBEERETHXNNB S FTHSH. NFEHOREMK
BLys/BAFF OREIIt FD SLEIXL BT, AC
PR I, BRKEROEEME & K <HEEET5.
BLys/BAFF @RI R B < 7 A Cld, HIBEHEELR
FRORIER & SLE FROERZRT. F/, SLE
DETF IV AZEB T, BLys/BAFF OEHIH &
LT TACI-Ig ® BAFFR-Ig #4545 &, fERD
EBR7ohE &Pl 2 K DNA A MOE T A LN
B, IhODOHMRAICLED%, BLESLE & RA A
HITH\\ T R BLys/BAFF £/ 7 0—F )U#
{& (belimumab) % R\ 7- phase Il DERAR DA
i TH%B. 72, TACI-Ig 2 BAFFR-Ig DEEEK
RBRIBAKBEINDODOHB. U YFY <7 & Blys/
BAFF #7010 v 7 35 BER K LICEE, bbb
b BHIRROBAIC X 5K RSAFINE B,
BLys/BAFF I EMBIC A RIADAON DD,
MEDOBICHERMROBECBHESNS.

9. VYIRICEITBH CD20 HitkaE

Tedder 5D 7 )—F7®%, H <7 A CD20 €
/7O —F VPR EER L, JoOEkEEET ST
LIckD, RMicb) BMlaBkEashsl &
BRELTWS. ZOPETIE FoyR KM B 41
faBBREIN/IcLDD, fHED B MakE~DH
SRBENTH -, COHEITE#M, Kigm, B
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