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Abstract: [gG4-related disease (IgG4-RD) is a newly recognized fibro-inflammatory condition of autoimmune
etiology in recent twenty years, mainly manifesting as mass-forming lesions in single or multiple organs. In the
past, it was often missed or misdiagnosed as inflammation or tumor. Patients may die from multiple organ failure
due to end-stage fibrosis if they are not treated promptly. However, the number of clinically confirmed cases has
gradually increased with the improvement of diagnostic level in recent years, and these patients have benefited
greatly after receiving early treatment. Although patients generally respond well to traditional immunosuppressors
including glucocorticoids and disease-modifying anti-rheumatic drugs, refractory and recurrent cases, even patients
with glucocorticoid contraindication are common. Important mechanistic insights have been derived from studies
of B-cell depletion therapy, but greater awareness of the pathophysiology of IgG4-RD is still badly needed to
identify novel therapeutic targets. In this article, we reviewed the pathogenesis progress and promising therapy of
IgG4-RD to seek better clinical management of [gG4-RD.
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IgG4 FH % (IgG4-RD) J& — M 5 1 & 4% 9% M
K PN 1 21 4 5% 1 0, T 4F SR Bl 2 6 LR KA Wi
RN, 1 2R 2 8\ A2 AL (1 B 28 B 5, ILTE
Gt — 2 1gG4a AH R, o oP AL G B B G s 1 IR IR 48
(AIP). Kiittner's it 8 . Mikulicz's % %5 . IgG4-RD B
FLBRRE (17 11 PR 5 SR BRI w22 4 T R R
Hph ANBEHE S, HRZ 2SR, ' L&Y
AR, [R5 A 38 B I e, 22 R0 T TE R | e
TN IR LA R R IR S AL, FERILN
LU AR B L. B4 R I I S R BN B 1gG .
IgE . IgG4 ¥ FE T+ o B AR (10 995 20 ke 0 E0 45 bk 22 40
P 2R 41 B G B A2 TgG4 B % 5 40 il 140323 S i SUIR 27
YAl [ P FEVE K A . 1gG4-RD S EAE 0% M B
Y T B IR T T U, B IR N R TgG4-RD 5
fth 995 % 512 W (1) B AR, TR B AR R AR — 2%
LR PR AEAE R BRI A WL Stk . H
7, A HE 7T 5 1gG4-RD [ & 95 AL i 76 AN [8] 2 1T
HEAT T IR, Xz R AR R AR ) S B AN
FG3F BB R 9697 SN 730 8. AR SOG4
1gG4-RD FI R IR LI V697 77 %8 e a7 IR 38 55 LA
J7 B IR, FERHZEIR ARG T BT ST R B .
1 IgG4-RD % mHLHIH R R

WAL R Z#H S T 1gG4-RD R A K,
FRIFHLE £ 2 G KRG ThRE R ELAROC, BFEE G 4
9 JIE N s . BN A TR BAEYE 1gG4-RD K
Jo LA P AT AZ ot Ay, (E T 2 AL FE AT 4F R B3R i 2
BV, 1M A K 1gG4-RD 38 1 B 5 T ot 72 H s
B R IS AL 5T L G AT YA S T
JUANJ5 T 53 590 1) 3R TgG4-RD I AL O 83k g
1.1 EEIMEEER

IgG4-RD H A — & (Mgt A& il ), H 15 58 46 34 55 [
FAH K, AHAH G FLUF PR b o A R KR M 1gG4-RD
(45 [ N A HUOREL L B, H38 R IR R,
BF 78 5 BUAS TR ol e N EFE 7B 1gG4-RD HI IR PR R BB A
AF ) S 1 Gt 1) AT Sk 20030 A998, T 1 Rp N B 2%
Sy £ T RE 5 AR RE i A = Bl Bk e e, 3 T RE S8
35 5B R A KM, ERAM R EI, A
25 90 BT R (HLA) [X 38 f 95 A 5% 5t 5 A DRB1*
0405-DQB1*0401 % B Al ABCF1 #£ [K] [X k52 AIP [X]
Gy A ATP J2 75 6 VE it Mol Y I 350 A7 95 A2 5 66 [
KLF7.FRMD4.MPPED2 £ IE 2%, 5 LOC101928923
PR 2 A7 OGN, IR A AE 5 IR Dk N 5 1gG4-RD 22 5
BRI T R AR IBOLAE G o T3 Ak, Sk af 22 T T T AR
B, K 3 e i 7] b AN 4 JE R 2 iR 4 Tk b Al
(1 UL AT 288 B A T AR 2 TgG4 AH 2 I IH A A iR

JR 955 VB TE S 62 TR 3R, X ) 5 T e A RS 1 Bt
JE R, 75 Kk A4EHF 1gG4-RD [k 42 & Rl
1.2 EBEMRER

LA HIF 5 B % T LA S 8 41 i 2 5 1gG4-RD (1)
RIFIEFE, X HE A A 3 a7 A i IR T, 2k B 4
K T ARG 1E, T2 5 908 I 47 i fb it 72 . 241
SRS AR AN 256 K B, 1gG4-RD B 3 5% 40 i K vg
Bl 12 R3E 4T D 1) Toll FE 3244 (TLR) FNAZ 1 12 55 5 4 Fy 35
FESZA (NLR) 22 M PR, 5 7 REE
TP A, AR B 40 0S¥ (BAFF) AT 5
7 FHCAE (APRIL) FKE, ‘©ATT0T DU ik B 40 B 3 58 | ik
oAb T TgE Ak 80 i Ry 1gG4™ . 1gG4-RD &
A M2 B B g4 g wT DAdE i TLR7/1L-33 15 53
PR, SR IBOE Th2 S Vg, Hadid 73 W IL-10.10L-13
CCL-18 {2 #t H 2 4F 4 fk, = &5 1gG4-RD 1y K& i
FEUS, R R 4H e 32 B2 2 b i@ i 4 Wi TL-4 . 1L-10
KB AR A KR ¥ B1 (TGF-p1) 412 30E 952 9 1HE R, A i,
IgG4-RD EH & H T &M IgE /g S 505 7 X &
JE K 40 L ) B 28 2 B S e S A, TR SIS PR ALP A
B SR B RE A SR A (pDC) 113 2R 1 71 R 7
7 (IRF-7) ¥i%, 7= £ TFN-a 2 5180 JORE #2071, 48
M, oAl [ 45 4 2% 240 i 7 1gG4-RD &35 ML A 1) 48 i
1.3 EBENMREE

H A, ¥ iE A B4 S T 40 M 2 18] (1) B AE 78
[gG4-RD KA K it v R E & O1EH « 1gG4-RD
BATEPRIEN T B & i 2 g T, ik T
— RS RN, R R R, MR BT 4
Mk ve BE BB, JEIERE B AR A R R, 5 A4
A AN ARAH ELAEFH, R 2 WA 98 IR 7 R AR 27 44k 2 1,
A FEURR MR A
1.3.1 BEMEAMmE  ZFFE R A [gG4-RD 2 it
JROR SN 0, 4R F HAE R PUR — B AR 153
75 T, 3% 06 48 78 1gG4-RD 58 % (1) K 9% HL ) -+ 7
B, HAl, £ 1gG4-RD B H F L RIMEZFi B G HUJE,
ALHE LR EE B o W Y R AR B I (PSTD) R A
fitf i (PRSS1.PRESS2). Bt & I il « V& # Bff o2 A« 311 1
Z (prohibition). JEL L 2 1 A11 (annexin-A11). 2= FLH
Bk 4R 2 3 (galectin-3) 7E R AR ARV AN i b B R 1A 1Y
UBR2 fik i i 2 o 4 55 Jog v (%) J2 &6 3% 25 H 511-E8
(laminin 511-E8) %5, {HiX & [ & i Jif £ B4 £ 1gG4
AHIG AP il Hp, HL IS N /MREAR B W gt 9, R fg
U B B LTS A A7 TE £ X I S B L B S Pk, ok
FRRE S PR A T g8 IR BE L BIOB W 1 R AR I B A
P, W A& 1 2 B PR BT, fE R R RE S R
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% 1gG4-RD 1 H G HrIE B, S A1 5 BT 0 A P hx
id, F i 2 W /T 200l

1.3.2 IgG4 I1gG41F N 1gG4-RD HiZ Wi A% 9
99 175 B0 B TIUIN A k JRLIK: 11 B B AR WA ), R
PE A SRS AN TP, — B R P AR I
W 1gG4 2 T i, M FLEN X AT IR B & bR i ik 2851
F 22 1gG1.1gE, 1gG4 MR /D . 1gG4 A BT HoAth
IgG W25, B A HARFR I 45 F s o5 B mT LLd g o+
A, B Fab B2, ¥ B & BINEAWRAAF SR
GG AL AR FR AR R 5 7, X PR ELR T 5 1gG4
B e S AT A M T B 1 1g G4 T i e e &4 . i L
IgG4 A B XF Clq 26 1 S AI%, AN BE IS 28 0 1) 40 1R &
12, M 28 3k 5 4 40 ) At A4 (0 3 4%, B DA RTIA
9 1gG4 B A 1 K 35 1EEY, 1gG4 7E 1gG4-RD K& 4%
BIVE FIATI AN T 2, S 12008 R0 11 2 YR A2 5 0 K e
FE AR =4, X AT 55 EE AR S EL At T T

1.3.3 BHAM 5301 1gG4-RD S 4h & il b 2 7K
CD19°CD27°CD20° CD38" [ i ¥4 2% £ 41 g %4 & 3% i,
H &% & ) Ig M1 1gG4, 4 23 3 2% B 7R 1gG4 [
PE 2R A I 0200, 3 S I PR AR AR 35) $2 7 1% 05 i K e i 72
FAETE R E R MBS I R0, B4l ik BrigIT (1)
AR RAEY B4 2 5 1gG4-RD 8U% T Lt B2
FTHESED, A BARERIRIT E R E RSB
Y1 o 2 R AH ORBY. B BT FEOUE 4R R W1, B 41 R AE
1gG4-RD (1) 9 hE I A AL R 35 R FE EEAF A B
J6, BAMUAE b 52 2 40 i, vT DA(E 3k 22 P T 40 f vis
1, 1% 5 T 20 i AR B m DL i R 0E % R AE i o T
NS 555 1 98 9 B2 £F Ak 2R R, R AT DA s sk SR 3k
B ZJH 0 24 530 2 45 Ak AT R 8 L A R R 0 T R g
%, B AR 1gGa = 4 (BARHLEI L T 40 88). 554t
KUM= AR B BPiikEd S A aPiEd Gt
S L LU0, I 5 R JRE S N R ET 4R . BT 7
R, B A1 AR 5 38 AT DLE ik 7= Az o s B P8 AR K TR
¥ B (PDGF-B). i 2z 2 A AL B[R] U5 4 (LOXL2) K&
1k Kl T CCL4. CCL5 . CCL11 i i3k i 2T 24 48 Jfa viF; Ak, 4
VE, B35 5 G YA, 8 nT a2 58 i s LR £F
YN BRI o W R T, (R BRSO R R TR, B2, B
YA TE 1gG4 A 7 i R FE AN T BB 1 H

1.3.4 TZHAE 1gG4-RD 5o fE S 38 2 BEA0 i 2L
A7 01 L o AT S A5 B R L, IX 2R I AZ B N S N S T
I SR AR R L FE P, B HE Th2 \Treg Tth Z T 4HJiE.
W R I, 5% B4 2 Th2 R4 g (A -7 45 TL-4 . 1L-5 .
IL-10 3R I5 1S 2 ; Treg 40 iR i 352 R LR B =4
IL-10 1 TGF-g, IX L& 40 i [K - ] LA [ ) 35 148 2k 4
FEAE 1gGAl ™ 3 T fh 4 i 45 51 A& Tth2 & i 7= A= 1L-21

7E B 41 B3 58 « G oAk B AR R AR O T B g G4 2 5
Heod R R EEAERDY, B4, AR RIIRIE
P IR 10 7 1 ik L A M35 46 4 15 5 F7 (SLAME7) 1)
CD4 [ 7 41 i 25 4 T 40 g (CD4" CTL) 7£ 4k A 1 A1
IgG4-RD #¢ i 20 2 B B 38, Bh 2840 g v] L i 2
WhZE FL 3R UKL B A 3 A L SR T, [R) B ) WA TGF-B-
IFN-p IL-18 {2 320 23 E 3, DIIEA 0 R 1 J B 1 1)
HAFHN, AR TS Bl FEEH, 51 &4
SUT K AR 4L
1.4 241k

1gG4-RD ) 2F 4E AL AL i 75 33 — 2B W 50 h, (H AT
PAH 58 I 2, 1% BB 46 22 P b0 0% 20 i S 20 B R L &
IR T B A TR EAER . Hb, B4 M2
T E RN .CD4" CTL 7E 41 4k AL 3k A2 Hh R 4% (14 F
B o 55 Ak, BF5E N DL A 4 S 56 i 2 B 1gG4-RD
5 BT 4 4 i 26 T ) TL-6R 7E 32 3 TL-6 Hil i o, o)
LI o 395 JAK2/STAT3 . JAK 1/STAT3 . JAK2/Akt il
%, G IL-7.IL-12.IL-23 A1 B 41 il 3% £k 5 7 0 R i
%, B 5EUR A RO IR R AT A FE, IX R
I 1gG4-RD £F AL REFE SR AL T 9 R .
1.5 BAEWMEY

A % 1gG4-RD 738 1 B [0 78 1R 2>, Plichta 265
{45 38 {F DNA 72 5 R N7 1) 7k R T RSl
HBE (SSc) Al 1gG4-RD [ 718 b6 5 1 %S JEZ 8] 1)
7550 Ja RO Vi 2 123 B0 T A MR 28 AT B R B2 1
1 J 4 TR T 0 R 7E 1gG4-RD Al SSc Fi 3 Z6 {5 (g 35 18
b, T Alistipes AR B A1 7™ A2 T 18 26 19 ¥ Fhog b, B
IgG4-RD il SSc & # R I H 4 i cgr A7 &1 Th17 i %
ARG 48 . 1T Hamada 25558 i 5t 1gG4 AH 5% (1) ATP
SR AMBERIR 56 (CP) M3 1 W g B AT — AR 7
KO, AT B 8 (Bacteroides) 55 EK# )& (Streptococcus)
MR ZE T B B (Clostridium) 1£ AIP H.3 (1 H 4
BECPAK . X PR LT 70 45 SR 14 22 7 ] g 5 3 B P 95 61
FEAR AT IRAARE ARG . 5 4h, —SehfF 50 R I s P A
RIS RHG TIHELAEFEIE, TS AIP 1A
AEES g TS AR 2K AT I T T B T A S
AIP /] B, P 72 A2 TFN-a AT TL-33 1 pDCs 7E Ji Jif #5457 (1)
LR, T H) ATP [k e, H A, ik f5 18 b B T
[ 58 22 BT 7t DASEE — 25 1 B 1gG4-RD B & B, 7]
i SR AT REVA T T %
2 IgG4-RDiZiR

IgG4-RD AZ & H R % BRIV, InKRINZ
B2 AE, MEZ R TN E W bs P, M2 —
FEWAME. IR b 75 A G R R I M35 5 AR 2= F
PR SR S VA 12 W . Jorh, 2H SUR B FAE 4 2 12
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(1) 4 b, {H e 2335 (14 S VIR R S 18 2 R 2
W B 7 1 F 5o, 0 ATP 78 5248 2% 1 3R BN I i i o
. PET-CT o] TPl 48 B 2 REEHE, A Bh T I ilva
IT IR R IE 2057 2011 4F H AR 22352 H 1gG4-RD
(92 AR AT B 1 PR b 3 W, 17 2019 4 32 1 X
VRIS 27 2 /BRI P KR 995 B B (ACR/EULAR) Pl 52 11
oy bR, B E R v, B R0 RS W VR e
R 2 R .

3 IgG4-RDIBIRTHY

2015 R #1155 T 1gG4-RD & HANA YT 1) H b3t
PR S B B BT AR T BRI IgG4-RD
BB TR AT, 18 M JORE AT 4 A A 5 G 30
o1 AN AT B, BT LR WS W R T oy L
DA I 2 BV IT 7 RALFEBE B TR AR G e e
PUXIEZG K B LS BRIGIT o
31 WERHZ

B B R R 2 H RV IT 1gG4-RD ) — £k 254, i@
WARIT AR R, FHSE B 7E 2019 4 1) 1gG4-RD 4y
FFRAE T, SR T M B L N2 W 1gG4 H 9%
PRI I — R HEBR PR HEDT . BRIBIT B A AT R S LA
S ANE GBI ARG, AEARERE. Bk,
AW TE R I B2 T 38 3R 2 AR TE 1gG4-RD 2 B4 2L
214 0 B/ WL AT 4E 40 B . CD4 FH M T 40 B A1 1gG4 FH 14
KA K ERIE, X AT R85 Z 50 MR & O P
ﬁ%[@]o
32 EERERERXNES

& 48 U I PUAGE 259 B AT TE ¥R IT 1gG4-RD B
FENENBRGBI A 25 JLAE R0 S e FHLE] A
AR, 22 AR 4 5 1t T B B S R G S ok B2
ARG . CRkE I TR YT 1gG4-RD 1% 4 )%
PR CLFE IR LIRS (AZA) O E T LR (MMEF) F
S (MTX) R BEBEE (CTX)™ K 5K HF (LEF)
4 7 f B4 (Iguratimod) %% | b3k 245 W 15 B G R 1%
(S -N R U i
3.3 FIZE B (rituximab, RTX)

FIZE BTG R B TS BRIG T, 2R N
FFi697 1gG4-RD, H H 510 L iE 4 & %  AOR & D)
A 7. RTX A — N B & 1 5 s B i, 7]
R S 1 45 A AT AR B 40 AR L R EA B 40 g A1 AZ B 4 il 3R
T 32 1A ¥ CD20 $T i, 8 i Bt A 44 5 41 fig A 5 10 4 it
BEAE FH B0 A4 AR50 110 200 it 7 e A7 P 0 A 4K 58 1 200 i
FEAE 2515 B bk 40 i, RTX EE 404 7 B 40
£ 1gG4-RD #e 5 i3k J& i F2 vh R FE M FL, (B 225 R
Pl CD4" CTL 4t i %5 & £ {3 FH RTX Ji5 . 3 R f#, X
Ui BAHMIE v e 25 1 /KA CD4™ CTL 40 f & 11

YR, H AT RTX 3 2 H T 96 97 M6 A 5 R
IgG4-RD 5, AT DAL 3R I 245 24, e B K (1)
THRAEAN ], B2 IA R 58 & E M,
4 1gG4-RD FHETT /5

7 R ER B G e i 3 AT DA K38 43 1gG4-RD
HIR BN IR AR, B R 2", H il T & 1gG4-RD
8 FH 2 AR EEN, Z ARG 52 B K ok
A RN . RTX VR IT A A R o 4 3 4 b 077,
B IEARE 52 440 1gG4-RD 5 K, BANA RTX V497
TR ) 1gG4-RD 9 491 #8477, 50 548 1R ¥R 7 B0 A
KIBIT MR+ B . B D4 Bs — sk g,
ALFEER X B 40 L T 410 20 it IR 1 R 7 4 A 3k R A AR
4.1 X BEMAT AR

B 4l ffil /& 1gG4-RD & i F2 i e s 40 i, H B
ST 375 Bk VR T SR B T, A 45 B ) B 48 A i LAt R T
43 F 40 CD19. B 4l il 52 & (BCR) F1 B 41 il 34 vif K] -+
BAFF/APRIL 13697 LA T REME. HAT, AR
WIAE I R AR 56 A SR IE IR ST K, 59 A — S8 1)
BT J5 F W T B — 2P B IR 7
4.1.1 Obexelimab (XmAb5871) Obexelimab & —Ff
N A B B v B oAk, AT AR R M 45 B A B 2% T 1
FeyRIIb F1 CD19 7t J5, Jd ik 22 e 2% 4101 1) B 248 v 4L, |
BT PURIE 2 TR, Stone VAR I ¥ i FE M 45
G EREHAT 7 — T XmAb5871 i J7 1gG4-RD IIfi IR
FC, FEIE B P 1gG4-RD G 1 B R UF 1 52 1, #% A
N — FIR A B S IR IT T
4.1.2 Inebilizumab Inebilizumab #& — Ff A I 14 11
PT CD19 57 [T, 38 i H 444 5t 1 40 B A 5 1) 48
Jif 5 1 4 F 5 B 22 74 CD19 (1 B 40 M i, H A £ 2 A
TR 9T AQPA-1gG PH T I 40 1 28 5 B % 1% R 0™
% [ Viela Bio A ] IE/E R MR 2 HH TR 97 1gG4 4
FPFIF AT Re
4.1.3 WRBER  WIEOKE T G R ), 2
% R M B REJR P — 2R 24, L 32 A P AL 8 I )
ZER-EANRKGRRE, SR ENRCHE AR R,
T 75 5 BRg S R T B A K B Th IR 9T 1gG4-RD
AL T — 7 A R EE AR5 73 R0 i 350 952 10 1) 6 2 S R 3R
B, E & N NIBTT BN B S BEAE T B T = A2 B0
TEE S PR 1SR A .
4.1.4 Bruton B REHES (BTK) #IHIF BTK #H|
AT 38 H0 ] BCR B0 BT 3 15 5 8 i % 5 R
B 2 i () 38 5 A1 404k . BTK A1 B A =2 H T B4
i A 5% 1) I 2R 8 PR 96 97 ™ I AER, BTK i
FULE H B G M ST B4 28 B 1 R L R G4
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BEAR A o 10 B BT 4 52 3 G EST HH FiR T
1gG4-RD (11l AR 56 0 IEAETF & 2 o
4.1.5 DIFIAKREH (belimumab) Ul FA F 457 & —Fh
) 7] 95 M BAFF 5 B 41 i 45 & 1 N 1gG 1y B [
puik, HH A EERNHTHRIT R BERES.
Yamamoto 5" 418 T 1 ] belimumab G 26 IT R 4
P21 BE AR I A I 1gG4-RD 11195 %1, {H belimumab 5
T8 97 1gG4-RD /& 15 A 2047 75 225 2 5 R 70k
HESE .
4.1.6 RTEMIL (telitacicept) FTIH L 2L —Fh A
IgG1-Fc 5 [ JI5 80 70) A4S 3 =5 B 44 40 578 4
(TACT) [ 7] 5 1 i A1 X sk k75 26 i 1700 39 28 o 20 2
‘& A LA&E 4 3 #F R BAFF F APRIL (135 %, {95 34 B
4 A2 28 4 B DR - A B 2 K R KT 3 B AR
H AT, ZE P T 7 R RIBIE RN % R G203
PRI I R 105 O 28 B — 8 R, HX) 1gG4-RD
BE IR TT ORI E S — B A
4.2 N THEREMET AR

IgG4-RD I R id B Z Fi KB T 4 g 2
5, 4135 Th2 . Tth.CD4" CTL . Treg &, {H 1 [t &1} #H 5%
T 20 M B3R 97 07 R0, AR 1gG4-RD H i B A -+
FHMKR.
42.1 (BT (abatacept) Fi & PH L 2 —Fl B 4
Rl 2, LA A 1 T O B 4H B A DG 2R 1 4 (CTLA4)
SEH I AT L5 CD28 3% 4+ 45 4 CD80 3, CD86, M ifij #1
H T A AIIE AL . Yamamoto & 3 [F] FE US4 5A 1 1 4
M6 P 1gG4-RD 5 7248 FH Bf B2 75 35 V6 97 5 i 15 15 21
AW, H S MARKREIE K. B0, %5
TE R AR AR A CD28 [ 3k, BT B 7 5 4 A A
MEATARAE—E F UL
422 BB ZIRBIH (elotuzumab) 5P Z Ik HH
—FhEEXT SLAMF7 [ 5 v B H A4, WTEE Al #| 1gG4-RD
K99 LR % 75 SLAMFT [ CD4" CTLY™, %254
CL& N T 2 k15 888 16 970, HAE 1gG4-RD 1)
N H A2 B R .
43 SHxABEEFRET AR

HR o pEd W EMaRE 25T
1gG4-RD 1R IS 72, oo O A A 24k i 9 &1
X TNF-a IL-4 (1) 558 BT AR VR 97 A Rk .
43.1 HEXF|E B (infliximab)  JE K FH A2
— AN Bk A B B O B LA, PRE SR R S AT Y
JE 4 B (1) TNF-a 45 &, HAE SOREVE i S8 S T
2P W] iR T EREME LT R, Harc A 2 6
38 T R P T 1gG4-RD, 45 K5 & M IR HE
7 (101) FIHE V6 M 1gG4 AH I HI 38 B4 35 0 1) 7™ =

i, B3 B AR B R A IR 9T RS,

4.3.2 Dupilumab Dupilumab &4 NJEALIHTIL-4Ra
BT B YUA, e85 TL-4Ra 3R A ) 45 4, T 35 4
PEHIH] IL-4.1L-13 5 IL-4Ra B 45 &, BT HA ST
W5 5% S . 7E Simpson ZE" P #iE ', dupilumab )
A 1 5B 3 O3 T TgGA-RD [ 7™ B4 7 1 R B % R B I
YA, FETEA 1gGa MG R FE 1) 35 F %, B4,
1 B — L R i B, (E N HE— DI IR IR IT AT
FIEE T %,

44 FMFEARNBTAER

1gG4-RD W £F4EA0 I R A7 22 b 248 i S 40 i DT 73
[M2 5, Jp 8 R IR MR 1) I SCIR A 44, 29697 IG5 4
YeAp RPN R I . H R LK W | R AT Ak
ART] BEXTIAT VR TT 7 R RE AN, LR F ARG T R
NEBF IR RS Ji IR R B, 1E 1gG4-RD 3 ik
21 2 40 Jf ¥ IL-6/IL-6R 15 5 1] LLid i JAK-STAT 15 5
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