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7 MY —VER R RIIIE AR AL B SEE R IR TH D, 2R RO < %
SE, BN THEREREE, FEADIREBOHLE LT, ARHTEHT LM vy —af
(interleukin : IL)-131&, 2RGIERISOWEZ RIS AL D1 DOTH Y, IL4%
IL-31 7% MR T- & & HITHBERICEG 32 2 0ot o TE 7, HATI,
IL- 13D S0 F X7 BI L 7Y F A THKRABEIN, PEERED S ERED
7 MY — R EBETESMEAR EN TV S, BIWE FIVREIRIFZEA, 5, IL-1313
BN TEREARE T I FEROWIH], MAELIRE, ERMEEEIIC X 2 AFER,
2RI SHEDBIEIC S 2 2 E D ME SN TV B, IL-13RHEIC & 0 B8R 2 = B8N 4
F = —DIEFASTRETH Y, 7 b =R REFICBISHILI3Y 7 FLVOE
BEEDTRIE SN Do TL-13 BIE AN HERIGHR TRIRA 55 7 BE VT 72 7 SBIURL & S
L, GHREIEICEREZ D725 LT0h, SHDIL-I3ICHT 2IZE0#EREIE, 7 -1k

B RAGIRDIERIZHF G T A LERZ BN D,

L SRRBERR Y R Bl
21 HAL =540 —HR&H: BRI - A4 ANT 7 27 — KHIEAL
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7 ME—ME2E 4% (atopic dermatitis : AD)
X, BEEBMREERY RS, ZHEODH L
BrIWELTHHEBTHL s HARDT FE—
MR G KRBT A KT 4 22024 Tld, HED
AR HEZ (R VD, o THEMT,
HEATGICZ AR, BikdbdE o
TELWIRRBICHLEL, Zhzaifidds
Ll THY, [COVRVICEELZWHA
T, SRV UEET, HWEFIC
YR E72T L) RAGEAANB I L RWIK
e azL] LLTwD Y,

AD Tid, 2RI RUSIZHED  JHE, HEA,
BN TR REREE A A G 5 L E 2
SRTwa (B1)", 2BGESTIE, 1
% —uA* > (interleukin : IL)-4, IL-13,
IL-317 D28 4 t A 4 ¥ HZFDHLNH
BEERLLTWS I EDHE STV,
ADIZiX, 4#5, AFE, immunoglobulin E
(IgE) oLV, 74527 v (FLG) #iz

Th22 7 & O GIEHIE O MEAL S 7 — > D
WhEEIZX DA YT E A TOEIEL, B
MR 7Ta 7 74 Ve 24505, Th2zth
Lk L7222 ERINE I o754 7
BV THILAL - ETH 2,

WAE, AD OFRREHRENEL & & HIZ, A
T u A FAHZE (topical corticosteroids : TCS)
R EOPRIEIVHER Y 70 AR R ED
TP IR 7 L OfER OEFR BT %%
B SN WHREED L ERED AD BE~D
IR LT S TW b, HR12, 2018 4E LLRE,
QHI A DAL VERENE L, KE, AR, B
JE /8D 7 AR R & R RS2 A A AR
AN EHENTWS, T2, RIEOWFEH
5, 2B A A OFRTHIL4AB LUIL13
WAD ORIERCFEAICE L B %2 R/29 2
&, FRICIL-1313 K B RTS8 2RI
BZHE BS S 5 2 E AW SR TER
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A TIZ, ADIGEEORIEOREL, Bl
A H ATl R 70 TL-13 B3 o0 A= W 2 g S5
DOEL L B2, ADIZBIT 5 IL-13 D45,
S —ARF DB S A7 IL-13 DM - 4
MO & ADIZBIT B IL-13 D 1%
EWHT S0

AD GBI DI DO RER u
AD OBEHSRIRE 1L, KX LT THA
R A RN D 577

AD OPHIEN IR T, BAEH AR THRRE L
NTws3Hoix, TCS, vy =a—1 VHE
HZED 70 A AKE, YXAFF—F
(Janus kinase : JAK) FEAVHSEO TV T
FZTE, RAKY I AT T —E4HEN
HEDTY 7 735X MRE, BIUOFHEHRK
(bAESREABEO Y FO 72 1) — LT
25", 1950 4R R THD TR SN/
TCSIE, W% PusAEEH & FEAIHIER %2
Y, ADOFE I Y ba— VIZIERIHR)
THhbHIehs, PIEIMNTSED G — P
LTINS ZENEL L, BHAETH/AE
POHBEAE TADBERICAT KRR & S h
T2, LaLzadrs, EHMEHICIREIE
HDHED 2 &b H Y, BATENLTO RPN
RIVER (R85, Tuk, WHSHLERL
L) DSR2 T, BRI IS,
OGRS, BRAN ) TR R
FRHEEEZTIZRIT I DB 19994F
KRB E NI 70 ) A ABKE L, BITEFHA
DIFET &5 TCS TIXEHEREETH - 72 AD
OERFBIHLTHHENE s OB A, EEIC
EHEHTE R Eofl#iEd 555, 20414
FEHOWLNTWBIEHTH S 2020412 A -
TTFNIT T FZTWED, 20214E121EY 7 7
39 A MKEIMKRCTRAE SN, 2024
FIZRrEFT 7Y — A KBERT, 4
FH R O FBARIB AN L 72,

ARSI Z T, BORA T4 KRz
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2EYA R HA D

FEEAEIENN
(IL-4, 1L-13, IL-31)

BEIC X B TA457) D
i m%&o).m ?m)?’\@l&\ o

TREATE

FNFANFE~ ORI

AD DT

TIE, 28194 b A A OFEERI (BE), R, RHN) T
HEREE D =R CHIEICE S35 L E 2L N Twa,
&% : AD, atopic dermatitis ; IL, interleukin

Kabashima K. Journal of Dermatological Science. 2013 ; 70 : 3-11. 38 X 0¥
Honda T. Immunological Medicine. 2026 ; 49 : 22-34. % & & (2 EHER

BN T %

1 AD DR :

H#E (7 aAR) 5) R EDOEGHED
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2B Y b= Lo 720213 RA R
CIBHE NS 208 23H 0, BFEH O# )
BEHEEDBICT FeT 7 v AOHMFITRE
Thbo
W33 AREE O JAK HESE LAY 42 0
WHIORIEE, HEROEEDLE FHHSER HE
PIHIEE) TR RREIE S N EE
PO EIEDBENOHRE L LT, HEZHE
WCHESE L7z JAKFHESRIZ, ADDIIEICH
5528804 b A4y O3 7 FIVREIC
2% % signal transducers and activator of
transcription (STAT) ¥ 7 F WAZERE %
ME 5" HATIZ20204E7NY) ¥ F=7
2, 20214 IE Y RNy Y F =T, TTuY T
=70 [BAFERECRIRA T4 7% AD] O
BEmE LY,
B TLE, M2TIE, IL4, TL-13,
IL-17A, IL-17C, 1L-18, IL-22, IL-23, IL-31,
IL-33, Mg LE ) > 23 ERF AT (thymic

stromal lymphopoietin : TSLP), IgE7% &%

=P

B e LB EOREThRTE R,
BUEAD Z 5558 - 2L LTARR IR TV
AW R AN, $RTER E LTIL-13%
Hto HARTIZ, ADDEBBEIHE LT, 20184E
WZILA4/TL- 13 2Bk 2 B L Lz T2 v~
THRBEN, 20224E1IFIL-13 %KL & L
ZhouF <7, 20244E 12T IL-13 & KR
L2V T R A TOKBENT (B,
IL-31 %8 & L= 4AEY A= 71, KETE

DL L TRA SN TWE D, HAT
1320224F 12 ADICHED) EHFEDO A Z G & L
TREShTW)YY,

ZDENZ, 2B A DAL U EREERE LT
n%&@%%@@ﬁhln,kr,%&,&
J8 23 T B RERE A [ IRE LS O T BE 20 TR IR
PREAHE 2 T B,

H AT W] fiE 7 TL-13 B
ER/ESISE 3 .
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s 7, rouaFxxvs, BIOLTYF
AR TD3FTHDH, TNHITTRTIL-13D
P MEEREET S (DY,

FaU =7k, ILAZBERESRB L O
IL-13 % AR ARICILED L4 H K a
7a1=v b (IL-4Ra) \ZHFEICHET L2

K;D,EAIbB@vﬁfwﬁg%m%
T2, 178 (IL4) 2%k [IL4Ra & 3
B (yo) 2HHEK] %4 LTE4/7+W@
ERMHEL, 28 (L-4) 2814k [IL-4Ra &
IL-13% %A Kalt72=> b (IL-13Ra 1)
O] AL TILA4, IL-13, WhDY 7
FUEEZRET 2, FIOF 2T I3
LA L, IL-13 & IL-13Ra 1 DA EAEH %=
HES 22 e T2RZHERENLLY 7TV
fEAHEL, XHICIL-13ZFRa2Y 7
2=y b+ [IL-13Ra2 (Fa A4 ZHEK)] =40
LIl 13y 7 F MEES ET 277, LT
U X< 7, IL-13ICREa L, IL- 13281k
#WEMR (IL-4Ra/IL-13Ral) % HES %
LT, I3 Y 7 FOVEE R IC R E
T57, bouFxeTLERAEY, LT
FARTIXIL-13Ra2 (FaA 25K 2L
72113 7 F MBI FE L 2w

FEABAME OREEER, Ko 3Pk e b
DFGEEBAE A RTIET, ASviZEEH
FETH S Z L 2EIKRT 5, IL-13DHHIPL
HKTHLFIUFXITBLIOLTY FX
70Ot MIL-1312x 9 5 Kald, FhEh
58 pmol/L, 31pmol/LTdh -7 (F1)""7,
EH 5 KT T AT v T g
TH Y, WESMIIRL B 72O BT
5LV, [0 RSt T Tl
E &N 7z Okragly 5 OHfZETIE, L7 U FX
<~ 7 DOKaE, MBS h/ze FIL-13B &
O IERES MBS & b IL-13 TZ R E N 187pM
63pMT, FFuF<7 (FNEN1804pM,
904pM) & IR L T/hE L, TLAI3ICH LT
BAETH B EHEShTWwEY, kb, 1E
WARLL72D, bouaFx<7RL 7)) F
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TN F X TIZONT, HERED S HIED
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ZREN & L2 AE BRI X B AD iR#R
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FIaFRX<T, LT F AT OER KRR

HERZ .

ot . . Hopy/
9!|n|ci?l'{rla!s.gov Identifier TCS o5 T
BT v B
BAER
FaENN<T
LIBERTY AD CHRONOS
NCT02260986 ceg | 300mg Q2W
FEIRS L2 AT, MEfE2fb, —HEEM, PBO A 300mg QW 71)
P, AT PBO
740 %

LIBERTY AD SOLO-1/SOLO-2

NCT02277743/NCT02277769 300mg Q2W

EIBS LM 25 MAH, 441k, —EEM, PBO | Hiflt | 300mg QW 72)
KEHE, AT RER PBO

13794

o i O-O CONTINUE SOLORBRTO L 2K ¥ ¥ —iE, JATkbh

102395 N . (1638M) TOL Y A ¥ Tdb300mg QW/
I;Zi‘%ﬂll]%gﬁ ez b, —HEEHMK, PBO | HM Q2W. 300mg Q4W, 300mg QSW, % 7-i% 73)
iy TR PBO (2 FH4EAE251L (36 3 )
foaFX<T

BAE (163E[H) :
ECZTRAI 300mg Q2W, PBO
SEAT AL WfEn(e ik, poo | g | 8 GO 7)
ﬁg{_;"j"ﬁ,_ﬁr,ﬁ' ARTEAIIR, — R Y16 TOL AE Y F— (1854) 1k
0k TR 300mg Q2W, 300mg Q4W, F 7-13PBO
R AL
BAH (1638M) :
ECZTRA2 300mg Q2W, PBO
NCT03160885 WIS (36HM) :

R G ; 3 — pEERYN Ny d S Al .
ﬁ@%g%%ﬁ,ﬁﬁﬁﬂ,ﬂiaﬁ,ﬂm Hipd 16 COL 2K ¥ — (2274) 1% 74)
704k AATHEIR 300mg Q2W, 300mg Q4W, ¥ 721X PBO

WP E AL
ECZTRA3
NCT03363854
WOV IH, WfEZMk, —WER, PBOXIE, E,FC; e Q2 75)
S ATRER
3804
ECZTRA8
NCT04587453
ENS AL BME5IL —EER PBOE, {T#ﬁ e QW 76)
AT HER
106 4

(F29X)

8 (596)
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(FEoooX%)
HErg N
= . . Hiph/

gg;sjgl}a!/s.gov Identifier TCS penm T
B b
LT X AYT

EAH (165EM) :
ADhere-J 250mg Q2W, 250mg Q4W, PBO
NCT04760314 TCS MR (525BR) - )
EPEE A, MEfEait, —EEM, PBOXHE, T SEAM250mg QW TO L A K ¥ ¥ — i 78)
WATHEH 250mg Q2W F 7213 QAW I T 21k
286 % AW 250mg QAW DL A K ¥ ¥ —1F QAW

% ki
ADhere
NCT04250337
AV, MEfElfL, —EE M PBOXHE, ;ﬁ o Q2 79)
WATHER
2114
ADvocate1/ADvocate2 iégﬁ é;%vﬁrigo
NCT04146363/NCT04178967 ﬁﬁlfﬁ (36 JEFeﬁ) : %0)
gﬁi%m'ﬁﬁﬁm"iﬁﬁJ%Oﬂ%' Hk 16 ETOL AR Y ¥ —13250mg Q2W, | 81)
194 % /227 5 250mg QAW, F 721 PBO I\ FHE/EAL S

i, 36 M G-k

%5 : PBO, placebo : QW, every week : Q2W, every

weeks ; TCS, topical corticosteroids

BENTWDEY, 20720, IL4RIL13D Y
TFFIVHBHESNL &, FBEAHIOERE D
BFICEY AF VWAL, REEORIL
RFEO—HICL B EEZONDY,

F 72, Th2#&EE% HES % EARRIZ Thl/
Thl7iEWAE T Y, WERERE ZT87 F
FIHNYT Y a s XIS REM D
B 5" WERBRTORRER DSBS
B3hiwboo, EAHRER AT 7L
Va—TIE2M3 A bAoA v &R & 54
FHBH| O 272 ADBFE TIP3y
KN T 7 a r SN2 & HE S
NTHLY, SHEHERT TOBHROER L
RS I NG, INHOMRIE, Bl
HTRTIEFHERAI-Y 7L a—
IZHDSLHDTH Y, ZOIIUFEE R B
JBIZOWTIIE R E SR AMHADPLETH b,

2 weeks ; Q4W, every 4 weeks ; Q8W, every 8

ADIZ BT B IL-13 D .

L1313, 2BSEDEEY A v H A4 v Th
D, ILA4Z&0Mo 28I 4 b4 v LB
B L C7 LIV ¥ — M 50E D E R R fRRET K
WCEE RS2 R 725", IL4 & IL-1313 5
AR R, ARBNEMEAEBLLTEB Y, B
BERICEBIT A b H 60 7, Mk Tog
HE, HEROME, I+ 200 LI
WH B, TL-4 134 H % IR A ORI
BIG- L, IL- 1313 KRR IC B TR 2%
#HERZLTWDLEEZLNE™,

IL-43 X O IL-1313 CD4 T, fF¥asksk,
IR ER, ORI, 280E 8k >S8R (type 2
innate lymphoid cells : ILC2) 7 &S A S
N5A%, IL-1313 28R 0k THIRE (type 2
cytotoxic T cell: Tc2) 225 b A S,
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£33 Fa2U¥M<T, bFuFxrx<T, L7YFATOMERE (WS Toa¥MN
BRIVEREGE H i d# &
‘71-1 E)]/‘? 7\~7Z)73)
AR -
FtiE Al S%nglg%%g y (NCA=E - savu L7 F <70
LIBERTY AD ECZTRAL/2 &\ ADvocatel/2 Xk
SOLO-CONTINUE 3Bk
. 0,
16 gggﬁg S%VW. '3%/’ 300mg Q2W : 16~22% | 250mg Q2W : 33~43%
= S5O ézw o0 PBO Q2W : 7~11% PBO Q2W : 11~13%
IGA (0D | | amme OW /00 - e |
) gggﬁg SXVVGQZXQ 4% 2w /Qaw  51~50% 250mg Q2W : 71%
523 300mg Q8W : 330/0 Q2W/Q4W : 39~45% 250mg QAW : 77%
SBO ?1 o Q2W/PBO : 25~47% PBO Q2W : 48%
. 0,
63 gggﬁg 8%,\,W. '5382/’ 300mg Q2W : 25~33% | 250mg Q2W : 52~59%
= SBO ézw 130, PBO Q2W : 11~13% PBO Q2W : 16~18%
EASI5 | | amme OW /09w - Coop |
) gggﬁg SXVVGQZS;VO/‘ 2% 1 Q2W/Q2W : 56~60% 250mg Q2W : 78%
5238 BOOmg Q8 - oo Q2W/Q4W : 49~51% 250mg QAW : 82%
PRO :g30% o0 Q2W/PBO : 21~33% PBO Q2W : 66%
+ 2Q0,
163 gggﬁg S%NW, '4(3;3)//" 300mg Q2W : 20~25% | 250mg Q2W : 40~46%
PBO gzw o PBO Q2W : 10% PBO Q2W : 12~13%
. 0
N LY B e
. o/ ¢
W3t 300mg QW/Q2W0~C49 % 250mg Q2W : 85%
b | 300mg QAW : 33% o
52" | S0 Q8W - 279" NA 250mg Q4W : 85%
2RO ?lg%c el PBO Q2W : 66%

a: ARMEEHEHH OERIUTOLBY ¢

IGA (0.1) :IGARa7H0F 7211, 72721, F2¥ < 7OLIBERTY AD SOLO 1/2:8B L 'L 7)) F
A< 7 ® ADvocatel /2R TIZ, IGAZaT7H0F7131, 2D, N—=2AF4 V5281 ¥ b LEoss GE)
EASI75 : EASIA 2 7 TR—Z 54 ¥ 5 75% Ll Lotk

FEANRSUYH : FEANRS A7 TR—=ZF 4 UV b4RL ¥ MU EOWHE (R=ZAF 4 Y NRSH4KRA ~ b
HBOREDHIGR)

b 1I6EREHTOL AR Y & —TOFHll. VAKRY F—OREFRIIUTOLELD ¢

F2UEVIYTBIN T F AT BATREBO 16 B ICEASI-75 721X IGA (0,1) Z2ER L72EE

L7 F A< 7 AT o 16 B IZ EASI-75 £ 721X IGA (0,1) Do NRN—=Z25 4 b 28, ¥ M otk
HOGRD) BERL, POLAFa—HE2FH L b oBE

c : 51 Mk

&5 : EASI, Eczema Area and Severity Index ; IGA, Investigator's Global Assessment ; NA, not available :
NRS, Numeric Rating Scale ; PBO, placebo ; QW, every week ; Q2W, every 2 weeks ; Q4W, every 4
weeks ; Q8W, every 8 weeks

rEZLNET,

IL-1313 ADJRZ B A7 CHBFEH L T 5
A IL-13 D BRI D A7 5 Ik
AWM THRDOENLY, HERINCHT
B Kk % 7 JE BERAE T OF Bl % A2 F5E T

IL-413 1 KB X O 2R AR E A LT,
IL-1313 2 W Z 484K % A L T JAK-STAT6 #%1%
ZIEMEALS 5" IL-1325AD K2 6% TRt
PSRBT 2 EER2MH A M H A4V ThHD
DI L, IL4EEICY v s/ TEET 5
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[IL-4]
(fg/mL)
10000 -
*
1000 I I
n.s.
‘Jzﬂil n.s.
H
100 A
s
Ji
10 -
L ]
4 n
1

WHE HAEAD  HREAD

o HH

*: p<0.05, ¥ p<0.0001

75 AD, atopic dermatitis ; fg, femtogram : IL, interleukin : n.s., not significant

Guttman-Yassky E, et al. Lebrikizumab Rapidly Lowers Inflammatory Biomarkers with
Clinical Correlations in Moderate-to-Severe Atopic Dermatitis. Dermatol Ther (Heidelb).
2025 ; 15 : 2595-2614, https://doi.org/10.1007/s13555-025-01481-4,

licensed under the Creative Commons Attribution-NonCommercial License
(https://creativecommons.org/licenses/by-nc/4.0/) 72505 HTH 5,

[IL-13]
®k %k
|
(fg/mL) ok %
10000 - Eww
-]
1000 - n
iih
15 LJ
F’g 100 - g
i
e
10 -
W A
fs®  PAEREAD  FESEAD
A HHEAD

m R AD

Hiy : AD & ToIrF o AD BN A %< — 5 — O3Bl % 5/l L 720

FiF: A7) == 7oAk EDTERNS AD LB S TWw 5 HSED S HAED KA
F 012D 18R AR (KE40kg ML L) OBET, R—=2AF 4 YIFOMEY > 7V (n=
108) %, 4Edh, PERI, AKE, BXORBEN—FLMEEH =300 O F~v—Hh—Llk
L7z REEH SN ElNE T — 7 2 Tl L7: QEEARtHE).

FEHL TL-4 R 0 I 134 % T 144 fg/mL,  HAEE AD % T 162fg/mL, iE AD
#C244fg/mL T - 720 IL-133MEI, fF#H T31.2fg/mL, H4%E AD B T2836fg/mL,
HIE AD BH TI156fg/mL T V), WEE, HiE ADMFE O IL- 13385 I & R THE
W<, HE AD B TO IL-13 M L P EE AD B L IR THREICR - 72,

X2

&, IREEBALE X OIERAI ML OW ) TILIS
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Abstract

Atopic dermatitis is a chronic inflammatory skin disorder characterized by type 2
immune-driven inflammation, skin barrier dysfunction, and itch central to its
pathophysiology. In this review, we focus on interleukin (IL)-13, one of the key
cytokines driving type 2 immune responses, and increasing evidence suggests that it
contributes to disease pathogenesis in concert with other factors, including IL-4 and
IL-31. In Japan, the IL-13-neutralizing antibodies tralokinumab and lebrikizumab are
approved and have demonstrated efficacy in moderate-to-severe atopic dermatitis.
Non-clinical and clinical studies indicate that IL-13 contributes to impaired skin barrier
protein and ceramide synthesis, fibrosis, itch via peripheral nerve activation, and
amplification of type 2 inflammation. IL-13 signalling blockade normalizes skin lesions
and associated biomarkers, underscoring the pivotal role of IL-13 pathways in the
treatment of atopic dermatitis. IL-13-targeted biologics offer new therapeutic options
for patients inadequately controlled by conventional treatments and are reshaping
treatment paradigms. Further advances in IL-13-related research are expected to

contribute to the continued development of therapeutic strategies for atopic dermatitis.
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