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[Abstract] Systemic lupus erythematosus (SLE) is a chronic autoimmune disease with a polymorphic presentation, the treatment of which is
mainly based on corticosteroids and immunosuppressive agents. In recent years, biological agents for SLE continue to emerge, providing new

treatment options. This article reviewed the research progress in biological treatment of SLE and made an outlook for its future development.
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F G2 B i (systemic lupus erythematous,
SLE) J&— P& 5 otk B B Sy PR is . SLE 1Y &
P52 4 20/100 000~ 150/100 000, 10 4F = 77 245y
70% " AR HLE H T ARG, BRI R0
wif . ARSI LN R, SLE BF AN T e
pE SR G, [FIRT, B bk 4E ™ A 2R 3 Sk,
AT BO IR ST JRIBE B A2 | s 22 2R 4¢
ZAE T, WREMEZRE

HHi, SLE MyRY7 FE2 I TR flfl, mARX
SEZG AT LAek % SLE RS IR AT, (AU AF e e Pk
= BWERI 24N, Ak, HE R sn il
K e FIXE SLE %9 HIL i F 58 B9 AR BT R A, 1 iR o7
SLE W38 B 254 —— A=Wl o AT PRET
PN 2011 AF 56 52 it FN 24 il W B 3RS (Food and Drug
Administration, FDA ) ft#ESS 1 A A4l 57] —— DU
ARHHT (belimumab ) FHTIRY7 G 8% SLE B3R,
R R 22 19 AR R B T 22100697 SLE,  (HACRZD)
ARRANAE W, ARSCE 7 R4S SLE A6 PR
FEXT LA TR EE

S HE. 2018-05-22
W H%E . BRa%&HFEE (No. 31670885)
HEMIEE. 85 TEENT;

WIRFE: R AL RIE KA RS 5
Tel: 13817536093; E-mail: huashanlvling@sina.com

PPS

1§38 240 AR Y 4 Bl

B 202V 228 A MR IR TR . H B R
£ B 40 0] 7 A A BB AR gk e e 2 A W TR AE
ARG E T, FEEAEMG, Hri, $HUBUE DNA

( double-stranded DNA, dsDNA ) #i{& 2 SLE % %% i

BB I A IR AR, I HS AR B R I AL A 56
110 O S B NGV O s A O P e e B B WY |
TARR . 55 H SR T 40t fk rh HE 3
—EMER .
1.1 §$t3BAFF/APRILZE % 194 Yl 7l

BAFF/APRIL & %t fH 2 F it f& ——B 4 Jifd 1% fb
F (B cell activating factor, BAFF ) #1378 75 & fic
& (a proliferating inducing ligand, APRIL) } 3 #f %
fix ——BAFF % {& ( BAFF receptor, BAFF-R) . 45§
PHFN 2530 2 e B A0 B AE H T (transmembrane activator
and cyclophilin ligand interactor, TACT) F1 B 4l if Ji 2
i J ( B-cell maturation antigen, BCMA ) #H f%, H:
1, BAFF 5 APRIL #J 5 BCMA F11 TACI i EC4A, 1M
BAFF-R J& BAFF % —% 1k "', BAFF th#k B k41
HdE T (B cell stimulatory factor, BlyS) , J& T/
JRE R AL IR T #8 K% (tumor necrosis factor superfamily,
TNFSF) i 51, 4 I RS 1, B oh R ARG IS
AT BAFF, W5 B kL 40 i % M 1) BAFF-R
BCMA #1 TACI 454 ™. BAFF %f B 4ffisrik . ik
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B ORI L KA AR 7 A B B B A
APRIL 13 )& T TNFSF Ji{i 01, FELAEMIEALFTE,
Al 5 BCMA Fll TACI 454, {HA5 BAFF-R 454 ',

BAFF/APRIL Z%i7E SLE & i AL il ik ) d 224
Mo Zhscss &I, BAFF i B Rk i /N AT 3 2
filt SLE MHC H SR . TR E 5. B IR FE
TREAE L KB R " MR, 45T SLE BN T
BAFF J/¥7, RGN BRI R etk 1, 5
/NERZEL, SLE M35 I i o BAFF 1 APRIL 7K T
fe e AT "' H BAFF #1 APRIL J} & #2 Al i 5 SLE
TGS REREARSE U
1.1.1 DURIAR AT

DLFIA PR B A 0 € [ FDA L vfE I FI697 SLE
AR, T B S PUARBR M R BAE SLE A iR
J7, BHETHARIEEN L. 1E R4 NJEAEST BAFF [
EREUAR, DURIRGTIE i 5 AT BAFF 254, Wi
TG Ak B 20 IR SR A M 50 H o DU Bt iy 9 T4
IIf PRI 3 ( BLISS-52 F1 BLISS-76 ) #4ik%| 1A SLE 2
MW $8%1-5 ( SLE Responder Index-5, SRI-5) YENPEMHR
WM R FELE MY BLISS-52 4086 7%, 1 F110 mg- L
X 2 FhR Y DL AR BB A SRI-S SN R 3514 51%
F158%, YWk m TRERAH (44%) o DURIRSgTA]
Z&f# SLE BRI EE TS, FRILIHAT dsDNA Hifk
K, TR T MA K P BLISS-76 i 56t 75 3] T 2%
PIRZESR . Si4h, BIRTEShER . BT dsDNA HiiksKF-
o A MA K TR 4 £ 3 X T DURA B o e U
FEE X2 VORI AR AT S hR i A GIRY T RY SLE B
PRI AR J5 R B, FERKIR 7 R 0R T il A,
YL U MR N BRON R A R R R
o R, B DURIA SRR I P A R 28 4tk
1.1.2 Tabalumab

Tabalumab (LY2127399) f& %5 — f 4 A JR 1k 4T
BAFF g e di A, fE5 Al ¥ 1 BAFF FIE 455
BAFF 454 2, H i tabalumab & 52 5% 7 95 35 T 14 15
PRG35 LA SRI-5 1 8 B LS M PE M b ife . Hov,
ILLUMINATE! {56 Ak E 225 ; 78 ILLUMINIATE2
W, A (528 120 mg) BEIEIRZ R,
H:SRI-5 [ i KA 38.4%, i T RIFNAL(27.7% ) o BEAD,
MR E A, SEEFNHMIL, 52 tabalumab J597 1)
SR R AR AN R A L B TR
FITHHRCR, AR R B & E A G tabalumab /£
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1BYT SLE W25 % .
1.1.3 Blisibimod

5 tabalumab #H &, blisibimod ( A-623) 1 2 —
Fl' BAFF F§ S PEFEHUA, g5 AT ¥ 1 BAFF RIS, &
£ BAFF 254 ¥, Blisibimod () — 31 I 3 Ifi IR it 46
ARIRFN L SRI-5 R bR iy = 245, (HIZ 5 R,
blisibimod 7 [ 1% £ 3 $iT dsDNA $ & K F, I F+ &
JAMAAKF-, B ™5 B (SLE B9 1 3l B 143
= 10) XI blisibimod i 57 H AR, Ji 4, M 5EE
& ¥ blisibimod 7 %2 ] P4 BV AT 22 fi#% SLE i 2 9% 97 1) 4
Ko BB IS HEERIGTT DIBEITM R4t ( Functional
Assessment of Chronic Illness Therapy, FACIT ) -JF 7551
YERVFNARTE, RBIARYT 8~28 J, bilisibimod /Y720
SISV AR T2 RER 41, 9] blisibimod X (3
SLE (R #AE1 TiitA — 5 2 3. Blisibimod J5 57 2H 14 Jg&
PEERRFMRAER SRR AT R EES, W]
T HA AR P S I IR ( CHABLIS-SCI )
FKikF|FEF SLE [ )W $5840-6 ( SLE responder Index-6,
SRI-6 ) Myl RZ 5, HIZHIFFY A& 3 blisibimod 7] i /1>
SRR BRI A, O T8 AR Y B R RN
R BT dsDNA B K- P9, Blisibimod (i 52 P 5
LAV RI, RW WA BRI PO E R R
R IS .

1.1.4 [ ZE Py

B[ ZEPEE (atacicept ) J& AT i M:4 AJRALIY TACI-
Fe fil & % (1, 1] 5 BAFF #1 APRIL iX 2 Ff fiil {4 2%
G, TS bW L DURDR B B B s AU . —
Tt 11/ T AR50 5 48 1 Pl 2E 8 B 1k v . H R
B RAREMZ 2, Mzl R B PIR
M9 PF %€ 2 ( British Isles Lupus Assessment Group,
BILAG ) $85CHPFMARIERY E2 25, HAaZ il il
T G REERR A AR AN ™ B R R BT i —
TR XA B A0 1T/ I it AR, o R A2 iR 3
HH BRI G2 R AR 1A I ™ R i R AT 2k P H
HI, BUZEVYEIRYT SLE (192 2 M RLA RO A RESIE
1.2 $3BARRRE 5 FRIEDHIFH
1.2.1 &% CD20 B4 Hrifl )

CD20 4 B 4H 53 fbbi i, 235 THi B 4 A Ak
BB AN, AT ERGA P, CD20 FikEaE,
SHiiRLE AR AR RS , A2k B
B, CD20 ik ] 5 CD20 454 55K B 41, M
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Z%f#% SLE (i,
L2000 Hz s M B Ba (rituximab, 4L )
Je—FHT CD20 {5 B se BEDLIR, 7 1997 4F Bt 1
TR ELIRT AT AR 2 LA 0 A A
A ST s RR B 40l B HEr, —Im
I PRI DA 1R 2 E BT S AR TR TR
# (LUNAR) YRR B2, {0 o 2k 30 DL A 210 A 1
A BRI B T o —3 1L/ MBI PR A T )
TAFRAPIATT A S B IIEAY SLE( EXPLORER ) fZCR ™,
WATEFNEET BILAG 850 2L (HEMTEE 1A
IR, 2B BT BEAIR SLE S35 LIS BT dsDNA HLHATK -
AR FDA A #EHER 22 5 B0 TRYT SLE, (HRCHH
i XU 9% BE B ( European League Against Rheumatism,
EULAR ) AT5EA )22 B B FH 1 X 8 0 T T el Al It e
SRR SLE BE 1Ay T B
[.2.1.2 Ocrelizumab Ocrelizumab J& % — Fh Fe Bt & i
N EAEST CD20 B BB iR ., RIMAETEN], 5H)
Z-ERPUAI L, ocrelizumab HAT 55 i 1 PTAAAK A5 21 it
45 1 40 B 75 4F i (antibody-dependent cell-mediated
cytotoxicity, ADCC ) FIEAR 1 #MA KA 410 i B 4
H Hr,
— 150 I 410 PR3k 36 ( BELONG ) 34 T ocrelizumab X%
MR B RIITRL, A ocrelizumab 21 i # & A 7wy
ROMER [ T2 A ik, i858 W78, ocrelizumab 7] [
R PR K, X TIRIE T R ITRCH LT %
R Ea R B P CD20 B BEGLAR T LU T AR ER
ST G SLE A, RN i 5 B e 40 ] 00 B FH Ao
A TR B AR -
1.2.2 4t%F CD22 Lk ik 71

CD22 FERIA T U B 40 R, J& M PR 45
BRI BRE R BESE K (sialic acid-binding Ig-like
lectin, Siglec) MZEWGEN—b61, A5 a2, 6
22 W YA TR 235 4 1) 400 L R T AR 1 455 . CD22 Al B
YA 4 I 32 14 ( B cell receptor, BCR {5 518 #1914 S
P55 BCR 45 & 1fii#iE BCR (55, [A) i 3d o 25 11
SR I ( protein tyrosine kinase, PTK ) [fJ Src % Jit
DLl CD22 M MR AR AL IR L, i d il BCR &2
G L BETR AT A A B AP, DA R i BCR
fii 5 PO, Bk — M AT RO T CD22 55 BCR 11y
a-2, 6 HIEMER AR AL A T, CD22 Bl A/ R B
i BCR [ ) BE W06 B i s 4k, 5 =4 A &

( complement-dependent cytotoxicity, CDC) .

PPS

ik, [ s B NER B R B S 4h, cD22 wf
VAT B 4B AT RS, CD22 B/ UM AT 2% X B 41
MR N R, HoERE R R B A A o M,

M 2R B 4T (epratuzumab ) J2& £ X} CD22 () A
AL S RERLR, W5 CD22 4rF A B 454 IF ol i
CD22 AL A N Bl R Ak ™, AT BCR Y754k
RANSEE o, ARIAER BT AT H ] SLE 835 B i LY
g A I FE B 22 s Bl KL BRI/ T39I R A 5

( ALLEVIATE-1, ALLEVIATE-2) " 345 TR b3k B
PriGITH . EEENE S AR AT RORI Ak, (A2
PR A TR ATAS R . 45 2R o, 5B, #K
AR BT AT R R 3 A0 A I B 40 i 7K ST TgM 7K - T

NI T A AKCE . R, ARIAER T4 B3 BILAG
SRR TR R4, I FLAGR (360 mg-m?®) 5
F A (720 mg-m?®) HRIBFEREPTAL R IR B R
HERST R 75% F1100%, W &5 X B2 (56.5% ) -
ALLEVIATE {50 th 3k 25 (19 29 44 /& SN TR 22K
5T (SL0006) , 45 5oR, KWW ARG ZR AT
fili 5 19724 BILAG PF4r A 8.4 [ 5 7.2, ki 2k
BT I I3 PR 156 ( EMBODY1, EMBODY?2 )
PRk EEA L 1E 48 FARE, ARIABRBAPTLH A2 R
ZHY AT BILAG RIS PEHMT ( BILAG-based Combined
Lupus Assessment, BICLA ) Jg i R JCH] 255 W, H
M LB, SLE G IF TRERGAE B H AR HE 2 AR h
BREBTIAYT IS BICLA JWAES 16 JE RPOL T &4
IFATYEr 255 48 Ji], $ERIRIABREAHTXS SLE & 3T
AR EEA —2 s Y e e, MRIAEk
AR SR B AN R RN R AERTOE
1.3 EAE&MEIH

SLE [B#E R INAEAE R TR, nl o3 A BHiiAk,
IR HEHIEGi 0 SLE 367 25 7 8 F AR il 750 n]
BEL L 28 P BB R DR 8 2 T A B, (AR At i v
FCAHERR, k5 K A T Y S B,
A 500 AT R AR AR A /N BRI TG /K-
R ALK JEL I 5 150 v 2 200 P 50 S o L B B e
T, MR B e il & Je 10,

WK (‘bortezomib ) & — P 11 i (A0 5],
— I/ NRU AR X BB S R, B K AT LA SLE f %
ML 4T dSDNA 7KV REAR . AL il A% 15 B 5% 240 1 250 o ik
A, JFRER G AR R R, PR R IR,
IR A AT S B 2 A S P AN RO, B i — T
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UL XU FEAL B B, SRR, BIP feok
AT U] AT T dsDNA HiiA K, H ] ple st o
SRI: 7t 12 JHIF 228541 SRI IR Ny 40%, il
KN 75%; TELAIrH, MEVORARA RS A
AR TR IR AOR AL R AR R
o 100%, SR 1 R A 32 X IRALI 2 £ ) Ix HeRfF
FERM, PR OKATREXT SLE A — @7k, R
A BB S A A AT RE SR BRI HAE RS T SLE J7 I RLH] .

2 3Tk 2 40 B Y A 4 i 7

T 40 5% 7E SLE &bl il 2] 1 s 2 /e~ .
5@ A, SLE BE RN T 40 /Y R 5 D) RE
RKIFH, A045 Th17 45 5551 T (Treg )
0 M A B D T 40 M Bt ) A2 4 (T cell receptor,
TCR) {555 Sl 4 . FUs L 2EAs 4 B,

T 40 A9 3475 AS 75 22 TCR 5 MHC &5 & Fr = 4=
5 —{5 %, 72 CD28 5 i i 4 S 4 iid (antigen
presenting cell, APC) [ B7 /3 F45G = AEmSE (5
5 B BT (abatacept ) EAUAEEE T Mk EL AP -4
( cytotoxic T lymphocyte-associated antigen-4, CTLA-4)
5 N\ IgG1 i Fo BEil A % 11, Al LI T4k CD28 5 B7
g, BHWEE A5 5= A, Nl T 4 i ik .
) S s, B T A S AR AR AR /N B
HERR, BRI/ A SRR, AR R E, JF
FER AL P HAT, — 300 AR 56 A T
[ 55 G 4 o R 6 YA 7 SLE MIRCR, HARRE
KF L) BILAG M brfifiy EEA& 5 B0 FHakh, A Pim
K (ACCESS., IM101075) $PAf T B [ E 8 564 fr
PEERD RN TR B AR AT R, X P I 6 A 1 oK 3k
2 I 5 4 % it 1Y) B BT LR I i B R
IM101075 BFFE A B, B (05 m] LA I Gl il 2l £
Pt dsDNA HL AR IK P FIAMA K-, I AT B 1 e 4 18 3
(B L PRAER : B] B2 AR - 28 PR B - LB HE R
REARAE AT B AL 20% ~30%5 . 5341, HHFSE A STE
AT IR I A 5 R R, W S A 3 T R
¥ (ALMS. LUNAR. ACCESS) {5 k5S¢ 4> 2% it b
HETEHTVPAG B 1 B R o8 2 2R i %, BT B8R T Al
() 558 B R 58 2 Gl e 34 v T BN 2 . X AE VT
Aty BT B S AR B AR T AR, R T e R AR bR
(1436 45 1T LASE Mg 2 SR (i . BRI, ARk
R A R N T BRI R 2 i . FE LAy,
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B B A TR 52 PR, AN RN e AR R R T
e 22 5%

3 AR RE

SLE (B E R s R G0t H F PR L e 2,
M= A B e be T AN B 4, M5 305
A SRR SR TRk S B LA R
A& ( major histocompatibility complex, MHC ) 43144
B ANE IR AN R A7, I HE SRR,
Bt — e R R A 0 BN 32y AT 5 LS B hn )iz ) s
i 3%, A ANE EAR R N E T A0R B 40, 2%
fi# SLE RO K %,

3.1 P140

P140 1 FK lupuzor, J&—FPG Ak, AENEH
FOIZA, SRIET YK UL-70k 25438050/ MZ A
KA (snRNP) 1 131~151 37, H 140 i i 22 A R
Yewse Ak, PIMBEFR K P140, 4E K RNP B —F 4%,
P140 A] B ARIEALAL/N LY 1gG BriAcfn CD4A'T 4iffLi ),
5 MHC 57454, IImdidl T 4ierisib 5w, F
/N BT dsDNA HL AR IF i B IR, 1K/
BRA A= A7 0 0 — 300 T G R R UE B, P140 AT L)
W SLE S B IE s B, AE 12 JAIE, P140 Al {fi &
H SRI i %3k 53.1%, B R T80 (38.6% )
It A B p e sz 0 55—k 100 A A
FAWEIM, #3Z Pl40RIT I, AL dsDNA K1
YRR 24%°Y,

3.2 {RIERK

M BK (edratide ) J2& 3& T A 47T dsDNA P55 B 4T
& 1) B 4b gt 2 X ( complementarity-determing region,
CDR) 1 & it —Fp &M E I, sh s wn, #2
hCDR1 J&57 AR R AL/N R BAFF | IFN-y, IL-10 i,
[F]EF I35 470 dsDNA HTAR7KEFR 8 K- TR, A A
HIAE R ) — 351 T WG RS B, SLE BB F 524K
JEIRIAYT T TFN-a SR ZRIB7KF N HIA 64.4%, 2t
FITCIe s Y B R HF 9 A B AT T — 30 113 PR
55 VATFAR AR e IKTE IR T 16 801 SLE B ()4 PRI 2L
P, ZIRE A AL, BE . R A, R
IR AR BN LA SLEDAI $E4 A EM BRI Figk
R, AHEIRE] T LA BILAG PF4 R P b v B9 v EE I R
B, RJE KL % BILAG [ % 40%, i 22 1t 51
AR 19%. AR BRI 22 A PR AN R 47Tt 32 A% 0 I
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RIS THE . Wik, KRR BN BT
SLE (8124, (HHACRA R 2D A PRI R i o
3.3 pConsensus

pConsensus (pCons ) & Ji A BWF1 /M fl 19 it
dsDNA iR B ANAT A5 X [ 15 a2 iKY, 34
SH I, pCons W] ARASAIA/INERAAR A T A0 AF
I Z R E SR A AL, BN R R B,
PRI /N 22 111 45T pCons,  [AlFE AT i S5 FEAIR IR £
H AT dSDNA HiiA K-, FEEER /N A AAE IR TE]
PIAEIATT AR ", HEG#JC pCons J5Y7 SLE 8% 1)
I PRI, AEIE P AR 1 75 2155 S S i i 52 n] BE 23 ik
JHIATY SLE 55 55

4 AR B FiE Y B A P 7
4.1 FREZ-«FEH

TH:Z - (interferon-o, IFN-o0) & SLE [hrdst4H
MR, FEBO AR AR R R ke 21— e T
IFN-o H 3 A AR R 28R 40 (pDC) j= 4=, pDC # N
PEVERC A0 J5 77 4 TFN-0, BEJS TFN-o 380& BA 85
PSR 2 A8 ) Y B 20 AR AR S R 4 DA T4 2E ) B
MR B A A H B R, AR5 RN, SLE BE
IFN-a KFFH i, HL S5 0™ R B S A 72
I, B EAE ] IFN-o 597 SLE,
4.1.1 POIEARHHT

VA HPT (sifalimumab ) & —Fp A JEALST IFN-a
HRERESLR, W5 IFN-o RS A, 6] IFN-o
SHAZREE A BEHL, RGN I T W AR o
SRR AA L, V9K b 4l 8 ) SLEDAI Al
BILAG ¥4 o ks . (RS E 150 Je A 88,
HE R R M, VEI R BR4] B SLEDAIL 3T
SAUEERH T —TREHL. BUR . 2RI R T
Il RIS PPAL T P AR B BTiRY . B SLE BBE
AR A, I Y & AN A (B Rl
435124 200, 600 F1 1 200 mg) PGk A b4 Y SRI-4
R (58.3%., 56.5% F159.8% ) Y v T 22 gt 7
4 (45.4%) o PEEARBTAME S E TR IEHFRC

(interferon signature metric, ISM ) BRIk, W/N & ZE

[(E AR = SRR i D/ R s - A e ot sl 1 T8
PO BT 5 R A R A BN & A A,
(APEIEAR BB B EHORIE R AE RN 5.9%, W&
TR (0.9%) "™, PEEkAAHXT T SLE 97 3%

PPS

A A AT R TSI RIS X HA A T IPA
4.1.2 Rontalizumab

Rontalizumab J& 55 — Flt A I A6 T IFN-o0 B 52 [ $71
M — I g S BRI I PR 56 (ROSE) 37 Al 1
rontalizumab & ¥7 SLE 9 % 41 5 A &bk, Kk 3| DU
BILAG P53 M AR v 1Y) 228 5, rontalizumab X+ SLE
R R S LR TC W i 2551 . HJRAHERE B, ISM
AR 5 X rontalizumab 5 55 55 SRI AR ( 71% ),
BB = TR (18% ) o JfH., rontalizumab 1] %
V2H BB R TR (T T 24% 7,
4.1.3 Anifrolumab

5 sifalimumab £l rontalizumab AN [A], anifrolumab
JE— M HT IFN Z 4K 1 Hiifk, 7] T4 SLE &35 ISM £
ik T T W R 56 %, anifrolumab A ¥7 SLE 5%
S . anifrolumab 41 i # SRI J v ik 34.3%, B
B TR (28.8%) o BLAh, ZWTFERRE] T
BICLA . BILAG %548 5NV b 1 224N I R A
Anifrolumab A % U i) Tid 52 14 F1 42 4 4, anifrolumab
WG BFEA RN K EFTTW 25, HEl,
anifrolumab fY Il RIS TEAE AT

PG, 4 IFN-a JA Y7 SLE JEILH T R AF I AT,
[FIEs),  ISM AR AT e Bk W 8 35 $ 5 (4 AR 0 e
4.2 FHFR-y FHwH

T+ #¢ F -y (IFN-y) i Thl 40 ig 43 W6, Wi %
BAFF #7775 U, A7 HFFEUER, TFN-y 7 MRLIpr /)v i
(R & i AR i B EAE A 7Y, AMGSI1L JE—Ff
Pt IFN=y iR, BT LIRS & AMG811 A 34f
BZe4tt, HTH S R IE IFN-y #HEE R ik, (H 5%
BRAALL, AMGSI1 XHAY7 SLE Jel] il R ™,
4.3 BN R-6F AR

FIAHAI A F-6 (TL-6 ) J2& H I 4H MR I 514 240 A
SrUAE AR, RTE AR B Al . A Bk
(53 WA RN T 20 B o AR AR HE B B S e Vi K e . R
JERET/INER AT SLE £ T I M R TL-6 AKE- T+
HASPRTE AR E B, FEARAE R B R /N UL p b £ 7
(RS20 B, T IL-6 BB IL-6 A2 1A n i 22

Toculizumab J&—F4t %} TL-6 3244 i A\ J5 102 v e
ik, AR PERHWT IL-6 S5 HZ RS G, —5 1 DG
PRI EUERH toculizumab A i 282540 8] i H H 240 Mo %5
TR (4mg-ke' 4. 38%, 8mg-kg' 4: 56%) , ¥t
dsDNA FiiA B TR 47%, M ARG 15 she s ™,
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Toculizumab 557 SLE FY7 80 & @ AT T E—2 I IR
YL

5 RE5RE

LR, IRYT SLE APl FE s 2, (HiX
LG R 4 SR K24 NGB . SLE ALl
=, JE— R TR, AR DG IRR I, R
P TG SRR ™ R A T 25 5, SRl R T 28
il R, S EAR 22 A i 300 A e R T A 2 i
IRZ 5. HET, SLE I RIS 192 8 EZ AR BILAG
SR E, H =454 FIHE. BILAG 75 n] LUAHE
T M2 Wy SLE S8 3 B A0 1%, X2 B 48 E RGN TE Y
FUE R HEAT VAL, - EX SLE B R U R R, 0
iU RO BB, AT REANGE ] TR 2 e
SRy, AN, IR RIESLL AL B C RN
%, AUEHEAR; T SRIZES T BILAG, SLE ¥
1% 30 B 15 %0 ( SLE disease activity index, SLEDAI) #
[ Jifi 5943 ( physician global assessment, PGA ) ,
flifR R 4w . BAA, AILHEbRERL T 4%, iR
ARARIT . WETERE B P A PR RO R ME, [, A
(7] 25 2% [v] — o A o) 350 7 S oy AN AR ], 4 TFN
FERFRIKFARF 1) 3Z 1R X T IFN-a 555051A Y7 I R
FOWANA], FWs % R AT REFR 4yt 1 SLE BH 1Y
BIT RN, KL, A= E AR 259 e DRI Y 15

I RHEE, ANEATER AR TS5 E K,
SLE il PRAEG N AR PF | il I PRZE AN

FAh, TR R AR, ™ R S R
YEIFEIR T I o X DA A, X2 S 30 2 i IR U5
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