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Abstract

Chronic inflammatory skin diseases are a group of conditions characterized by immune dysfunction
and prolonged, recurrent courses, such as psoriasis, atopic dermatitis, and hidradenitis suppura-
tiva. These conditions severely impact patients’ quality of life and mental health. While traditional
treatments like corticosteroids and immunosuppressants offer some efficacy, they are limited by
insufficient therapeutic effects, numerous side effects, and poor patient compliance. Biologics, as
representative targeted therapies, achieve a shift from “broad-spectrum suppression” to “precision
intervention” by specifically blocking key inflammatory mediators (e.g., TNF-«, IL-17, IL-23). This
approach significantly enhances efficacy while reducing systemic side effects. This review examines
the clinical application, efficacy, and safety data of TNF-« inhibitors, IL-12/IL-23 inhibitors, IL-17
inhibitors, and IL-4/IL-13 inhibitors across multiple chronic inflammatory skin diseases. It also ad-
dresses current challenges, including suboptimal responses in some patients, secondary failure,
and high treatment costs. Future advancements in dual-targeted therapies, upstream pathway in-
terventions, and Al-assisted management hold promise for driving precision, safety, and accessibil-
ity in this field.
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Bk SREVE K P 2 — A R RS NRER AL T LSRR AR N B BRI, HOWREEE . B K
VR PR o B AR BT T [ S BEANE N S e ) 57 W I X BT R 4 i 5 404 B
AL R BERE S 458 o IX LB XT3 B A A DUR IR T Bk, RIS & R R SA R 48, W AR 2
P o 18 1 JORE 1 B 72 A BRI s b A AL, A BRI R AR L0 2%~3%, 5
Mgt 6000 F3 N[1]; i1k Bz 82 ) LEE Hh a5 s L ) JREIE B JDRs 4R ) LB ABU 4 ik 20%, JlN R
FINA 3% [2]; MHRPETTBR AR AR S R R 2009 1%, B AR IETT BR A AE BRAE 10 & BH2 Wy h 42
MEGRZ, BEANRER LG RGTT, R ZRR R A A7 &3]

2. w8

A JORE TR B S0 B8 AR T R R T A B, R B BRI 2
LUK P BE B2 AFAE R B . RS SRS 0 W AEE P EEETIEE S, A R - 4RI -
FRREE” REBVEIRIN, FrE8HHAEE B8 I 1 5RAE. Fom I B IR 85 173, MR A N AR BMT
o BEZ TR AOBENRFRAT , WINMEPR . BEARF BUL, B PRF T RFBE S 0lhls . AR R
oy SR AR SN R RS R, WTTUIESE, XS AR T 1% A B e AR A B 2R 6T
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3. tegiaTT

BEAE AL GEROIG YT T7 iR B SN RIS B2 SRR - 3R G080 I B B BT R sl S e 4| 711 LA S8 Ah B )7 445,
RERG TR IR T AT, (LR BRAE th 45 s (K B R IR e . 5 58, AR Giayr iyT AUE
FEXE L N, HH 2 — AR BB AEAERTIR T RN AN BT 24 e R R A L. ik, 240 22 4tk
AN AN, R G R B2 3 M S B 75 7T RE 51 A HT R DO REAR 5 . BB ) S A N IR 22
AR . eAh, WIENGT RS REE G, REUAIT 2 WA Dhae, X Bom ¥R 76T
ML

4. EHIFETT

AR B VR 2 BRI AR O IR EGR AR B T RS HEST T o AT A I
TR GACEZY), EWRIE — R AR (g . Bk, Zhani)isid £ HoR (n DNA &
AABAR) KL (K737 2540, ARV B 0 B A R REBE 2R P2 — MR @ 4T L e MREE
RAE A7 Al M 2 i 7377 2R AR T, TSR i A 4 N A TE 8 D o P8 A i v e P S ) S i e e
WATHIRE ST, AHIFIE NG RIG T BUS T A% G250 HE LA A KB R —— AR 5T 1772 Rt
K FEE My 1 25010 2R GE AR A I [6] o =W dme 0 1 P T KGR SR BV U, 8 S KGR 71T ¢
gy, e TR T R TS [7]. B BB AUESE, SRR JE R T (21 TNF-o) 7E £ s Al
KAFRP AR RRIE, X KPR PR Al e EIL R R e el e . S5 T 0k, FITIR9T RA
FUTNF D055, iR, sl TRy r a8 W, JRBUS 1 AT sRh[8]. 1R 54 AW 77 Sl
T AT 257 B B IR 7 (R BRI F o A X SREVE K S AIT C BRI N, AR AR S 4 e 2
TR 22 1) B2 JR 8. AEBET 5N, AR LR AR GO AN R R i A ) ) 10 5 B A JORE 1k B2 R o
RIS FHBLR . 7305 2 AR, R 2 A kbl 5 R AR

4.1. TNF-a HPI5

TNF-a TEARJE R RS E TR O, B IKS)FE4EREE — N OSBRI 200 I R Itd i . 7%
Gy A, FERRTIEAE S (B« R G S RO P 5 BUR TUR B I B 5T e A B AR TNF-a0 TNF-
o KT 05 30 B2 P9 IS GRG0, AR A 5 & 20T 1L-23 S5 S4B B IR 1~ o X Se i i DX 71 F T iR T 4
o fd 400 T S 3 Thl it — 350 W TNF-a, TNF-a & F e @M 7L EER T ARERAR, S
PO BT . B S, SRR T AR 0 I PR B R . [RIRE, TNF-o ARV IR 2 K
TENLE A CBEANR R o FFCIESE, AR IR 28 38 B A 2 (1) TNF-a K AP AR 35 5 T
FEX R, ELEI R TEREREE, HHHREESWRE BT R EAMCE]. Fik, #FFHE TNF-o
B — R A B IR TT S

@© RABTEL BT KB VE I F bt (Etanercept) & —Fh A Ll % IR i3k A 7 spom B oAk, FLmT AR N —
FhRAR TNF 2R e PEFE PR, SRR AN TNF-o MRS 578 TNF-a RAERSHELES, Bk
EHIEEY). Etanercept 7E%¥[A] FRHIT /7 TNF-o 5 HFEAHM R HIZ KA BEAEH, F550 TNF-a (2D
. 2000 A —IRFEA LG EIREG [815 W12 IE ] T Etanercept 1597 4R JB 55 K AR 96 50 06 1 4% (K48 o K
BENT Etanercept MMM 521 . 55— TR PR 56 [9] B A 5<iE Etanercept FIK TR, eI IRIT T &
i, s RS R, Etanercept R H R AFMIIGIRIT 2, HI7 25 E IEAH . B8 77 & (50 mg &
PIR)EVEIT IS 12 J8)Be iR T 50 PR B B B A SE 55 (0 PASI 75 B T EIEE 24 FR, AFFI=
i RN E R AT A/ (EGEEIS SR 71, Etanercept [FIFFRILH B E A . HeRAAHMLIL,
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$:%2 Etanercept JAJT B H B KHBIEE] T DLQI &4 0 43, X R BHAR B A Xt 8B 25 30 B & i AT ]
AL B ISR . 55— TR PRAFF 78 [10] ELi T Wikl Etanercept 697 7 &5 [ i B A HR 8 oo AR Jig o o
RIRNIIT 30 224 . W FLas FAESE 1R IT WA S A B8 @SR & ¥ Etanercept W] LAASEAR Jg i B 9245 31 T
PREkE, T S8 ORI X K57 & Etanercept [ B 1. Etanercept # WA B SN AL 4% _E PR GL . VESS &6
BB T 98 A Sk, 7™ B RS G AT IR R A 2R ARG, TR 28 A BB B B 1 15, BH Etanercept &
R HA BRI 24t R Etanercept ZE35HT TNF-a J5 TH 5 R,  FHEAEAR B IR S50 Hh T 20 o, 15
BRIV IR 2 I R 745 1 T ANE S5 8. — D5 [11] (NCT00949546)1F 5%, Etanercept & H
AT AR 2 AT R IR A . THEEPH] TNF-a 369740 BT R 2 006 2042, s2Br B2
2B T TNF-a BPLRT R 11

@ FERHM B Pt A B Bhi(Infliximab) /2 —Fr A BURS BB eEHUA, BRI R AR
A T TNF-o, FA 2P 1L TNF-o 5 RIS 2 AR 45 6, A TNF-o A&, 1
b, Infliximab 38 i #MA R R I 48 i 254 FH (CDC) e fi ¥ 40 B 22/ FH (ADCC) 175 5% 18 mTNFa 1%
eI (AN BRI . T Z0AE) A T, SRl IX SR AR PR ARE K-, A 1 fE[12] . Infliximab V677
HhEE R B HOCRAR S8 3 A 8 1 5 e AV A5 BITR A T2 b COf AL . — TR 1 G R R [13] 2o,
YRIT A5 10 FERF,  Infliximab ¥677 215 54 80%A1 52% 1) £ &5 # PASI 75 Al PASI 90 W2, 1M %17
R BN 3% 1%, SR T Zhd i F kiR 45 2, (E(RTENE Hadh T BRI A EIR, H
Infliximab FATREHCRGE . J7 RRF A B ILH . ImPRAEEIRIE R EIR T JHG 2 LA sl ee s 32, Hid
RFERIRTT, JTATYERFKIE 50 A XL SRR R T R R ITE O S IR BR TIRITIER,
Infliximab 7E I AR S H At AR — R 5 FFEOTE A R RS Fordt, SRR S (R #, FER . 0 5F)
AP TE G A L. AN, AR R T RETE LG 24 SR B H R N R AR R IR MR B, SRR
S~ RIS REEEIR. B IR SRR AN, Infliximab 36877 58 51— VR SLIS E Fe bR 7 H
511 1 JEF 0y e 6 b () 7 i) v S I 4 B v B (an A ) o . ER 2O R R NAR R, 2T iE
TSR L AT UG 2 Al PR 24 BORE B iR S5 AT A T Pl 5 4 [ 14] . Infliximab ZE4LA
PEFFRR A (VAT PR L T 98 KB S, — T Meta 23 #1512 M Infliximab i w25 5 4b ik T i 28 ¥
IT I R EIE 83%. —TBENLXUE * IR IX56[16] (NCT00795574) &7, infliximab 4L7E 3677 45 8 J& I ¥k
o B VR4 PRIRIE B > B0%IH LLl g 27%, ZEGFIH N 5%, HEIRANEZE R KBS FREME(p =
0.092), {HIGITAE PGA. VAS %P4y DLQI 55 TH A &k . 2T LIRy7 B0, /L% infliximab
v A AE A BRVE [ P9 IR SR Z0E NRE, HE O CERIMALIRPETT IR R V6 97 18 7 (EHSF) ) HEFFAE N h
BE M EIGITIESE . infliximab JUHSE A T X — 49097 TOREA I 52 1A [17]. KRR, BEEE 2GR
TEFE AR, infliximab A 22 1E SR TAOM T IR 98, O B SR B S i ) 006 o7 DR e

@ PEARRPL: FIAAEGI(Adalimumab) & —Fh 4 AR Bk H Gl B fEdiik. &5l iE
JEE 4G 7 TNF-o0 BA IR w0 f y Fige ek, dd Ik BT TNF-o A5 35 P R ¥E/E )« Adalimumab V657
WIFR OB AET “ERTERER S ERE R JTTRFFEA” o —TUOCHE 11 BIE R [18]
(NCT00195676) . 7~, fE¥RIT 55 16 JAIT, 52 Adalimumab ¥677 I ZH A, 71%0) 54183 T PASI 75 v
R, WERTZEAAR 7%, HWAHRA R RN EAERITCHEZR . 55—t FE[19] (NCT00237887)
raRiRAL T Adalimumab KIHGYT (05 3 )BT R, 458 2o Adalimumab J7 R 4ERERR A, T HIAG
16T 5 PASI YF43IE 75 (153, Adalimumab 7EHERE 3 SEMFFELIATT HhT RUR KR R IF, Hb PASI E43iE
F 100 B F 4ERRT AR I . Adalimumab 7E 767 HR I8 75 BRI IR (1) R B, 3 RE V6T HR 8 993 14 4T
%, FITHARRN T ARSI A 130 WHAUIESE, Adalimumab B8 2. 35 Dk B R 9 14 DT 4 R
R EBE SO K, AR LA L 0 DT B AT M S5 M PR A (0 B AR AN DG [RI BRAR ) o JE I X 56
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iE A S5 R VEARA A ), Adalimumab BEZE AR B E R, GBI ThRE, AT HE T AR B ARV R .

Adalimumab 7 2R P 52 R VA T I B A AR BLAE SR 8 0 AT . 7E AL MR VT R 28 IR T 450, Ada-
limumab SE3L 1 X IZSIRIATT A, AEARIRIEE N —AS i W — MO S TR T7
rhE FEAL IR M R 2 B AR RIR, BAE HS R B R AR R . Adalimumab Va7 AR PR R
RTT AP IR SSEE 11 3 R R 56 [20] (NCT01468207; NCT01468233) FH 5 RINIESE, 6I7 4 12 J&IF, 4
%% Adalimumab JAJT I, 4] 41%~59%i4 3] HISCR N2, TEm T LRI N 26~28. fERFELIATT
25 52 AR FE[21] T, i 12 #2828 FH Adalimumab (R BE iRy 2%, B R N AR A 2
BEE (3 — 0 2 . Adalimumab GBS P HE BV SO, KRR 2 A5 R AR, IR R TR
T e BB ARG R . W TTAESGIRIT (PR MR FAR)CRAEN b =T IR R B,

Adalimumab $& 4 7 & MRS 2 H AT K 1 R GUIEIT 5 MR T ARV R 26 IR TS SR

4.2. #uIL-12, IL-23 BpERiE

IL-23 1E A —F e KR40 7, Bm ST AR, B 1L-23A (p19)A1 IL-12/23B (p40), J5# 5 IL-12 3
T, 1L-23 F B BN SR PR SR B AN, Kl T ARE4I A Thl7 4UKI 1L,
Th17 4HpRE 5 7= 4 IL-17A. IL-17F. IL-6. IL-22 540 A 1. 1L-23 J 5 40l O E R 2 3 5 %)%
PRI (s BB AHRPEAF IR A) A AL b 1 B B BRI [22] o 5 R W4T (Ustekinumab) & —Ffa) 1L-
12 F11L-23 3545 p40 YEEE ) N U5k B v B A4, 76 o B DR T B A\ rb 28 5 RS B AR B s (VR T
Ustekinumab f& =y 280 /b 38 AR g i e 4, — I PR A 7 [23] (NCT00267969) i /%52 5 =] L gt 45
mg JAIT I, TESS 12 IR 2 67%1A %] PASI 75, 5 28 JE I X — thpl F 224 76%. PASI 90 F1 PASI
100 F B2 R W HH YA YT I T RE R T3S 0. 29 — T 42 [24]3F 5% T Ustekinumab V477 4R T8 9 0K 0997 250 8 2
HEase. fEBEVISE 244 BB 5 4F), % 45mg 1 90 mg 1697 B, 51 76.5%7F1 78.6%i% %] PASI
75, 50.0%71 55.5%iA5 3 PASI 90. FREREIKAL, L m] DCRAFUAEA IR PRI i 98 15 e SV B 5% IR 7 i
WA T1. —I0 Meta M T [25] W00 4 17 I T ARV IR 2 M7 s 5 e ek, 53R, X T —4kE
YIBIFNA T RN AMER B, SR BURPUR —FIE SR T IE R . H i TiZ% Meta 2 HTAN N OB 7T 6k = K
FUBLRERL O BRES, 3X — 5510 7 S AE A RIE S B 2 Im RO — 2P IR 55— 200 11 Hiim PR 5 [26] 0] 4]
SPIRUE T Ustekinumab Y597 45 ST J7 98 19T 800 2 4t o ik 58 1, Ustekinumab ZH7E 22 T[] (38 12,
16. 20 JA)f) SCORADS0 (JEIR 3G > 50%) S W 23235 vy T2 I 4H , (H2H ) 22 S Rk B Giv 2 W V(P >
0.05). H—J7H, 7E4> T2, Ustekinumab 637 4 J& P EP 25 R 1 7 4Re S Bz 98 99 48 17 ik rp 1) 98 R 56 [R]
Fik, HIXMOCERSE 32 . BT ARSI 328 NEb, Frf s 38 e ve s RSO FE RS B2 it
PR (0.025% [ 22 2548, I HLAF 78 K AR J& o3 I AR 145 25 A1 B% , 1A PR % Ustekinumab 7EHE N 1 7 2 83
2B 1%, KRR T BRI BT AN 45 24 75 52 LtE— D B0 IE FT 2K

4.3. it IL-17 B fER A

@ ] FE#FJtHpi(Secukinumab): - Secukinumab & —Ff 4 NJR R sE BE B¢, S AERer AN H H TR H Ak
T IL-17A #H17). Secukinumab T 22K T A HEBEHOIRER S AR JE 0 AL OGN 4 DL S EL R
JLEAR B IEIT . Secukinumab /R ALK @ SR f 1. mke R Egs & IL-17A, PRI 5320k
AHELAE R, T BEL BT AR Jo8 97 % B 50 38 B ——1L-23/Th17 B, 762 550 11 I AR 78 [27] (40 ERASURE.
FIXTURE %5), wl A L PR al i Pod HERA M7 2. BB R, 29 67%~81%f1) + 5 E BEHUIR S
i H 2 AE 352 Secukinumab JAYT 12 JH J5iA %] PASI 75, 51.1%~65.3%[H i Sz Bl IGA 0/1 N2 (B Bz 41 5¢
AVERRE LT 58 ATERR) o X PP R 1T AR B K GRS 5 52 A, ZHNEF AT AT R RE PASI 75 5 IGA
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0/1 N KIAP A 5T[28] (NCT01544595)it — 0 W R HyT 2T 4L 2Ry 585 5 4, FFRreidE Bam
ARG B . T 224 I, Secukinumab I R 4T o B L AIAS RSB A48 A R IR b R i Jak g | PR IR L
TSR S R S5, R 2 BOREIR G X i AL B 5 ¥ W WK B2 IE 8 o 55— 7 THI, Secukinumab 7E ¥R YT Y E
A RAE VR 6 AR AR R TR A AT R S PR OCEE 111 K35 [29] (SUNSHINE. SUNRISE) &7 %F 2 4
457 3% 300 mg Secukinumab T & 25 B iy v B RE AL RPETT IR 48 FR 1) HISCR B2, fEIRIK B AL
AT IR 2 AR AEFIREIR, Hyr nl #5445 52 J&. 76 52 JERIAYT S, Secukinumab f224x 1t B
4, 5O R E— B, RRIUHIA RF4E. XKWL 7 Secukinumab 7E1ZiAYT 40U, JEH X
T T B R IR R ANME

@ WFEHERNY: WEZDTERADU(Bimekizumab){E N—FPEENE [FIR#E A IL-17A. IL-17F B JELL
FLREPUAS, REREXUEE AN IL-17A AT IL-17F, AHET Secukinumab 25 IL-17A 55, R LASE A Joc Hi 41 i)
RIEIEEE, WORER. ERE ARG RRCR . — 350 11 Bk AR R 56 [30] (NCT03410992) & 7%, Bimekizumab
8 H R B HOIR A 9 S T AR I AR B BRI R . AEVRIT R 16 JART, I 90%f ik F] PASI90
HAIIGAO/1 B, XA RBAEKIE 56 J& VR T NI ARYERF RIF . 55— 771, R 2 FhdeRiss 2577
R 4 JE—IRFEE 8 JAl—IK)TE 56 JA BB AAERHBIT AR, AIRIRIRAE T RIGMAEIEFE TR 5
— Tl R E&[31], LL# T bimekizumab F1 ustekinumab DL A% 22 7 57 kT v B B BB AR T 955 (109697 RO .
WEFL4h KRB, Bimekizumab 7 BRUIgURI TR 5 7 B4R 5 55 B2 45 5 T LE Ustekinumab SR B 47, H & 24k
A, PRI NN G AR R [32] (NCT04242446; NCT04242498)#%% | Bimekizumab & 77 1 5 B AL I LT
BRI T RO 2 2. WERC o, 7655 16 JARS, Bimekizumab 4 2 F— R4 254175 %) HISCR50 (1)
Eb A7) 5 3 v T 22 R 75 4H.(BE HEARD 1: 48% vs 29%; BE HEARD 11: 52% vs 32%), H. 7R BfH Gt L.
RT3 2 RFNGTT BB (RS 16 JA%: 4 Bimekizumab VRIS, JRIGE IR N 2. 5 48 ),
HiSCR50 5 HiSCR75 M ZFFE4ERFif it —0 b, R HEARFANIGITER . <&M J7TH, Bime-
kizumab BTN 52 M R 4F, A RN -5 BEATAE HARE ROGE (B AR — S0 & WA RS- b
WPIRGE R B Gy . RS . R BRI A Sk o BT FE IR IR R I I 2 A5 5 . RN E A A ) IL-
17A 5 IL-17F (XCE 5], Bimekizumab b ik VT IR 2 24 18 a5, JUHE M T EA A
W0 R BN ) R

4.4, BT IL-4, 1L-13 BEEREHE

@O JEEFICHHr(Dupilumab) & ¥ [a) IL-4Re SV 3 [ 4 A YR 558 BEHTIAR  FLAE FHALEIE T4 5 IL-
4Ra Hit, (EZEA] ERHWT IL-4 70 IL-13 5H 2RSSR &, dbimsms| w3 H 1) N if JAK-STAT 15
O PR S o 8 R A S WX PR OCEE AN R T RIS S, IR R I 2 B A N, H AT
OV N TR T rh R MR B A% L o R B W AR 2 BIRE RIME R . 2 I 10 Bl PR F 9T [33)
(NCT02277743; NCT02277769)UF=% | Dupilumab fE¥AYT H H R NPE R % (G 2/ 2 Ji—ik%G 2
ERERE— IR ), %16 RT3 BE M T 2EBA, BEAEZ NIRRT, RE. EiRRE.
OV ERAERRE) 3R I 235 23 . Dupilumab AN RO R AR BRI, TR VA R VR S A S R AR 485 JEE 46 1)
. B—BUA 52 ARK Y R FT[34] (NCT02260986)3 1, Dupilumab 54 504 M i R
REHRF L2 0 35 048 P B 28 R R I 1 2 26 BN IR PRE IR SR AE, 29 ek 2 R IF. 5 — T, ©F
Il PRATF 7T [35] [36] (NCT03345914; NCT03346434)ilE ] Dupilumab £ 2535 ) L35 45 M 1 J2 48 05 T R RE L 4% 2
EWIT R B 2 R VR, 5 RONEE R R S AT . o MAEFIMLHIF)T S, &M
Il ARAIEHHE [R5 FE K, Dupilumab #0381 2 24 58 S $IE M) IR T 137 55m

@ % Efi(tralokinumab) & —F#i ) 1IL-13 42 ANJR 19G HogbEditk, ©UlmEEM B, IL-13
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g, PHAE IL-13 SHg R 2RSS & . @i s IL-13 fi% 1, tralokinumab B LARHKT R 3% 0 S RE (S
S, MR R SORE « R RRRSE . BB R B R, G RR RLPE HE A (1 Rz 45 FIREAR[37] - Tralokinumab
TR R R RE R B 26 T A AR B TGRS IR UE o E PR TR o) Hh R AR M B 4% (AD) A R
() 11 3AIEPRIAEE(ECZTRA 1 ECZTRA 2)H, 4 AR HL5g T4 Tralokinumab {E 4 52557 VR L T
FIT RS RIF 4. YRYT 16 BN, 522 RFIM L, Tralokinumab ¥4 97 41k BIHT 5t # MAATES (IGA) 0/1
Sy IR B THIAR 5 7 SRR PR B > 75% (EASI 75) [ Fr Ll B 28 50 vy, ELW SR BIVA T 4L IR . iR
IR BV RS2 AR PO G . X 16 BN B #H LiRIT & 52 AML RER, ZHEHFIIT
MAFUAGERE H EFAE G 29N N 5T, 5 16 FPILGIEIT N, Tralokinumab 415 2 E5R 4 1A
RFMRAERMAY, WA R R PEHEE BRI RS SR IR & g % Sk 9% [38] . — T
Meta 73 #1 % B Tralokinumab ¥5 77 o 55 FEHRF NV Je 98 1997 2809F AN T Dupilumab. [Blitk, A SRBH 7T s A ik
— P i Tralokinumab 7EHE RV B2 3697 H AL ANBE S IR PR 2 A2[39] - Tralokinumab A 2021 42l 45
B SEEL EARIRHAH TiRyT R RN R A6, AR H AT, Tralokinumab 78 53 4 AR 11l

@ K2 Hpi(Lebrikizumab) [FIFE 2 FL A 1L-13 [ 5 5 PR, SLPE FALHDRFR 5 5 1L-13 454,
MTBHIE 1IL-13 52 A E AV 1) IL-13Ral WL G . fEPRIUAEH 52 I 11 #AIG R 5% (ADvocatel 5
ADvocate2)F, FrAIE SRS IL-13 TP Lebrikizumab BAZ47%, X o BRI I % D 4E
SN BRI T R yT S R i 4k, WRiiib 8 16 JA15 S5 2 J8 250 mg) & 36 JH 4 f¢
Wi, R ER, WiESUAITAREGEE EASI 75 5 IGA 0/ Hissh >2 /M), (4R s2
2 JA— IR 4 i — IR 2T7 5, B 52 R 71.2%5 76.9%01) 38 4ERF IGA 0/1 N, 78.4%
5 8LT%I B F YRR EASI 75 N2, TR0 E N T Z&5 4. Lebrikizumab 7£35 5 5 R A A 2 B — Ik
U 4 JE—IRIYERE T, SRR R ELRE M st v R R AR R R R R S AR, A BURE TR AE
MG 2B . TEBANEIT A, 63.0% B S TiRyT A R 304k, 4k 2 50(93.1%) hit
FEECH RS, UESEI e A RAF[40]. 53— Meta 73 BT 4518 t1ESE T Lebrikizumab 7697 #1 # E AD J7 4
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5. JAK W57 Bl PR X i
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