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Neprotatikd 1

Avipooac 49 €1V

Koamv LoTAC (2 moxkéta/nuépoa)

BY: 128 kgr, Yyoc: 1,90 m (BMI: 35)
Tatplkd IocTtopLkd

YonepAltnldalpla und aywyn

Yoploaon k. mAdkoag amd 18etlac

(+) oLkoyevelakd LOTOopLkKO (maTépag pe PsO kol

PsA)




[IponyouUpeveg Oepaneieg

PCyA (2012-2014) pétplLo OmOTEAECUN)

» Etanercept 50 mgr di1¢ e€fd. x 3 ufvec kol xatdémiv 50 mgr/eBd. (2014-2015
nétpla avioandkptlon) + MTX 12,5 mgr/epd

JAdalimumab ps 10 sykekplpévo oxAuo (2015-2017 pétpLa aviandkpion) + MTX
7,5 mgr/ef3d

»Ustekinumab 90 mgr/12 £Bd (2017 wc¢ povoBepamela) kol 1/2020 mpoobrxkn MTX
10 mgr/eBd AOVW OIOAE LOC QAIMOTEAEOUNT LKOTNTAC — AVETUPKNC ovTandKpLon-
[TPOYHNAGE pe ocofapn emidelivwon

>Secukinumab wc¢ povoBspamnesia 300 mgr pe 1o gykKekpluévo oxhHuo (1/2022-
9/2023) / amdAsia amoteAsopaT LkOTNTAC/ apvhBnke mpoocOirn MTX
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PASI évapéng Oepanesiag¢ pe Guselkumab: 38,7
(9/2023)




EBdopdada 12 vndé Guselkumab (PASI 22,5)




EBdopada 12 vndé Guselkumab (PASI 22,5)




EBdopada 52 vndé Guselkumab




EBdopada 52 vndé Guselkumab




OuL avactoAei¢ tn¢ IL-23 éxouv peyadutepn mLOavétnta noapapoviq
otnv Oegpameia OTnNV KALVLKI IPAKT LKI)

« A Retrospective Multi-country, Multicentric Cohort Study (N=4178)

Overall drug
survival rates
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BADBIR

OuL anti-IL23 napouvciacav TNV HeyaAvUutepn enmiLfiwon eappdrou oe
oxXé€on pe tToug undAoLnoug P LOAOYLKOUC IMAPAYOVTIEC
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Kaplan—Meier and population-averaged survival curves from the flexible parametric model for biologic therapies. The shaded areas represent the 95% Cls of the FPM curves. BADBIR, British Association of Dermatologists Biologic and

Immunomodulators Register; Cl, confidence interval; FPM, fixed parametric model curve; KM, Kaplan—Meier curve.

Yiu ZZN, et al. Late breaking presentation at EADV 2023; presentation D1T01.1K.



H Oespanesia pe anti-IL23 ocvupPfadAdeL og otaOepé€g avianoxkpioeLg
PASI 90/100 oes P&Oog Setiacg

PASI 90 response with GUS through 252 weeks!? PASI 90 response with RISA through 252 weeks?
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>80% acOevav und anti-IL23 Oepaneia emiLtuyxdvel oxeddv mAfprn k&bopon
déppatog¢ n omoia dratnpeitat yLa 5 xpdvia

Week 0 8 1

2 Includes patients randomized to GUS at baseline and those randomized to PBO at baseline who crossed over to receive GUS at Week 16. NRI through Week 48, then TFR beyond Week 48

ADA, adalimumab; ADA-GUS, ADA crossover to GUS group; GUS, guselkumab; PASI, Psoriasis Area and Severity Index; PASI 90, 2 90% improvement from baseline in PASI; PASI 100, 100% improvement from
baseline in PASI; PBO, placebo; PBO-GUS, PBO crossover to GUS group; TFR, treatment-free remission.

1. Reich K, et al. Br J Dermatol. 2021;185:1146-59., 2. Papp K, et al. Poster presented at AAD 2022; poster 33270..



OL avaotoAei¢ IL23 ocvoxetilovial pe KAAUTEPO HNPOPLA ACPAAE LAC
KOl IIAPAPOVIC otn Ogpameia €vavil TQV AAAQV B LOAOY LKAV
napayévieav otnv PsO

Long-term PASTI 90 versus safety outcomes (NMA)

PASI 90 vs. any AE 1% PASI 90 vs. any SAE % PASI 90 vs. AEs leading to treatment
g5 discontinuation
* IXE
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Note that the scale of the Y-axes differs across safety outcomes. ADA, Adalimumab; APR, apremilast; BRO, brodalumab; CZP, certolizumab; DMF, dimethyl fumarate; ETA,
etanercept; GUS, guselkumab; INF, infliximab; IXE, ixekizumab; PASI 90, Psoriasis Area and Severity Index 90; PBO, placebo; RIS, risankizumab; SEC, secukinumab; TIL,
tildrakizumab; UST, ustekinumab.
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NepLotatLkO 2

* Avdopac 39 1OV
* Totoplkd Ywploaonc amd 18
ETQOV

e BMI: 23,7 kg/m

e Nolmmd LoTopLkO: gAeUBepo

[IponyoUuevec Bepaneciec: infliximab, adalimumab: O lLoaxomnr AOVw pey&ANC

avgnong tng YyGT

etanercept: eniupovn XKvnopddng

TAXKO




[IponyovUpeveg Oepaneied

Brodalumab yia 6 unvec: sguedvion Yweloonc

OTLC TIOANUEC
Rizakinzumab: 2019, 3 ddbceciLCc: TPpwTOnoBONC




Evapén ixekizumab 5°¢ 2023: &peon nAnpng k&daporn




131 aoOeveig
88 naive group
21 intraclass group

20 interclass group

Median follow up:

775 nuépecg
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LETTER TO THE EDITOR

50 JEADV

Comparative analysis of switching strategies for IL-23 and
IL-17A inhibitors for the treatment of psoriasis: Interclass

switching outperforms intraclass switching

(a)
PASI 90
1.0 -
0.8 4
@
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S 06
£
[+
2
2 04 A
g
e Naive vs Intraclass P<0.001
0.2 4 Naive vs Interclass P=0.363
H Intraclass vs Interclass P < 0.001
00
T T T T T
0 1 2 3 4
Time (years)

Nam M, et al.J Eur Acad Dermatol Venereol. 2024 Jun 21. doi: 10.1111/jdv.20192

Naive

Intraclass

== Interclass

Cumulative Incidence

THE P
BTRDEwY oF
DERMATTADSTR
SR

1.0
e ¥
0.8 1 Naive
Intraclass
mmmemmee |Rterelass
0.6
0.4 —
0.2 - Naive vs Intraclass P =0.003
’ Naive vs Interclass P=0216
! Intraclass vs Interclass P < 0.001
0.0 -
T T T T T T
0] 1 2 3 4 5

Time (years)



DERMATOLOGIC
LETTER W[LEY

Switching from IL23 inhibitors to IL17 inhibitors: A safe and
effective practice?

7 aoB¢gveic ye atrotuyia o€ IL23 avaoToAéa

(5 mpwromabrc amwAsia amoreAsoUATIKOTNTA)

!

ixek 1 brod

Mean PASI:WO:
8,3

: WoZ :
Mastorino L et al. Derma‘%lzl'ﬁer.]Z(ﬁZg Sep;35(9):e15697.
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J
CLINICAL TRIALS British Journal of Dermatology

OL avaotoAgig T IL-17

P S . ne . A head-to-head comparison of ixekizumab vs. guselkumab
nPoCpEPOV U\lll]}xl] 5€p].1(11' LK) in patients with moderate-to-severe plaque psoriasis:
Kdeapcr‘ , VP Lte pPa XPOV L KX and 24-week efficacy and safety results from a randomized,

£ - . - *
TOUQ avaoTt OAE L¢ TN¢ IL.-23 double-blinded trial

A. Blauvelt () C. Leonardi,” B. Elewski (3, J.J. Crowley,” L.C. Guenther,> M. Gooderham (3,° R.G. Langley,”
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Blauvelt A, et al. Br J Dermatol. 2021 Jun;184(6):1047-1058.



IL-23/Thl7 povondati: povadixkn dtadpoun otnv Yawpliaon;

Innate immunity

IL
iNKTcells 6 neutrophils

Adaptive immunity

Activated DC @ :"a"A = P Inflammation
Reratinocytos S | Chemoattraction
JAK2 (0]
l ¢ IL-17A/F R | Kc proliferation
lL-23—> @ — o
I ! A Defective kc differentiation
IL-17C S
TYK2 ao Anti-microbial response
IL-17F *® ). l
» O : S | Tissue remodeling
— @ / -

IL-17E

'
’
’
’

Brembilla NC et al.Front Immunol. 2023 May 22;14:1186455
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AVTOoXC 57 €T1QV

= KoLlVvwVvLIkOC mOINC KL KAMIVLIOING

BY: 91 kgr, Yyoc: 1,87 m (BMI: 26)

[ TatplkO LOTOPLKO ]

AY und aywyn (oAucoaptdvn uedofOULALKD)
YrnepAlnitdalpla vnd aywyn (poocoulBoctativn)
Aev ovapépel LoToplkd Ywplaonc/WYA oInv OLKOYVEVE L

Euedvioce Ywploaon katd nAdrac o nAlkioa 40 etdv petd and éviovo otpec (mbvio
OUWC BUPATAL VO €XEL KITILTUPLOO»)




IIponyouueveg Oepaneieg

CyA 010 NPeABOV

(dLakomn AOYW®
UnmépTaong)

MTX (diLaxkomn) AOYw KAKAC avoxXNC/TEZ

dLATAPAX EC)

AnpeplAdoty yia 1 é10C (RepodoaAyio /

nelwon o 1 X&mtL TNV nuépa / OIIOAE L
QIIOT EAEOUAT LKOTNTOC)

Hapouvoca voéooc

[IoooNABe o010 Latpelo Xwplc va

AopfBavel aywyn Tov TeAeutalio 1,5
XPOVO

Avogpépel KOATA KALPOUC HILA IPWLVI
dvuokapyia (tov teAsvtaio 1 xpdvo) kol
eviote &Ayog¢ otov (de) AxiAAeio
Tévovia nou anodideL otnv gpyacia TOoU
(0dnyég ¢optnyovu)

ZUoTOoOon ylo PEUHATOAOYLKI) €KTiunon
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EBS. 4 vné Risankizumab (5/2/2025)




Evapén Risankizumab (8/1/2025)




ERS. 4 undé Risankizumab (5/2/2025)




Evapfn Risankizumab epd. 14 mpiv tnv 3" ddéon Risankizumab (16/4/202!




O &fovag IL-23/IL-17 eivalL KevipLKOC otnv naboyéveon t1¢
JepLaoLk)C apOpitidag

Genetic and environmental triggers
(including biomechanical stress for enthesitis)—

Activated T cells and macrophages!—

Proinflammatory cytokines!-:

Rapid skin growth and plaque formation Proinflammatory cytokines invade cartilage and bone

b/ Scales

Inflamed skin /.
Plaque L 4
Keratin layer Osteoblast
Epidermis (abnormal bone
formation)
Dermis — |/
e,
[ A R
Osteoclast
Subcutaneous | (bone erosion)
layer

Psoriasis? Enthesitis?3 Synovitis*

IFN, interferon; IL, interleukin; PSA, psoriatic arthritis; PSO, psoriasis; TNF, tumour necrosis factor.
1. Visser MJE et al. Sci Rep. 2021;11:13043; 2. Ritchlin CT et al. N Engl J Med. 2017;376 (21):2095-6; 3. Schett G MA et al. Nat Rev Rheumatol. 2017;13(12):731-41,
4. Ritchlin C et al. New Engl J Med. 2017;376(10):957-70.
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EEeA L &n tn¢ Yeplaong oe Yuplaciky apdpitiLda

llo1é¢ o pdrog tou deppatoddyou;

Ywp i o YnoxALviky WA Npdopatn évapfn KALVLKAC
Scalp lesions34 Severe skin
involvement
Articular
erosion pattern Peripheral
. . attern
Familial history Imaging 00 @\ P
of PsA evidence of A/ A A A
- synovio-enthesea
inflammation l
Obesity
Oligoarthritis
Arthralgia ‘ pattern

Nail psoriasis

BpaxunpdéOeopol mnapdyovieg

KLvdUivou yia avéamntufn WA

(mepimou 1-3 étn mpLv TV
gppavion YA)

Enoduveg koL oLdnpatddeLg
apOpHCEIg

PsA=Psoriatic Arthritis; PsO=Psoriasis
1. Errichetti E, Zabotti A. Dermatol Ther (Heidelb). 2024;14(1): 1-3. 2. Zabotti A, et al. Ann Rheum Dis. 2023;82(9): 1162-70. 3. Wilson FC, et al. Arthritis Rheum. 2009;61(2): 233-9. 4. de Vlam K, et al. Acta Derm Venereol. 2014;94(6): 627-34.



H avactoAn IL-23 & IL-12/23 cvoxetiotnke pe onuavt LKA
peLopévo kivduvo avantuinge apOpitidag ce oxéon pe v
avactoAdn TNF

Avadpoutxn KALvIKN peAétn 15.501 aocbevav amd to ouvotnuoa xataypapn¢ TriNetX database (US)

Xpdévog yvia avantuén eAeypovadoug apbpitidag
pet& tnv évapén PLoAoylLkoU mapdyovia ylLa
Jwp ioaon

TNF inhibitor = |L-23 inhibitor

= |.-12/23 inhibitor IL-17 inhibitor

100 _N.-?—H

1 T

90 -

80

Arthritis-free survival

%

0
0 1 2 3

Time since index date (years)

95% Cls that did not overlap with 1 were considered significant corresponding to a p-value of less than 0.05.

Adjusted HRs for time to inflammatory
arthritis

for primary and sensitivity analyses
TNF inhibitor —@&— IL-23 inhibitor

—@— |L-12/23 inhibitor —®— IL-17 inhibitor
|

Primary analysis .—0— :
*—

) |

First drug switch PR — :
*—i

) 1

PsA S-S ,

O |

T I

Incident arthritis P ;

0 0.5 1.0 1.5 2.0
HR (95% CI)

< >
MEIQMENOZ KINAYNOZ AY=ZHMENOZ KINAYNOZ

Cl, confidence interval; HR, hazard ratio; IL, interleukin; PsA, psoriatic arthritis; PsO, psoriasis; TNF, tumour necrosis factor.

1. Singla S, et al., Lancet Rheumatol. 2023;5(4):E200-E207.
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Risk of developing psoriatic arthritis in patients with
psoriasis initiating treatment with different classes of

BERLIN 11-14 OCTOBER 2023

Abstract N°: 3289

b 10 1 O glC S Risk of Developing Inflammatory Arthritis in Psoriasis Patients Initiating Treatment with Biologics: A
Population Based Analysis

Paolo Gisondi'**, Francesco Bellinato', Carlotta Galeone”, Federica Turati’,

4 56 6.7 1 Mark Lebwohlt, Ahmed M Soliman?, Chao LE, Ikenna Unigwe?, Bruce Strober 4
Luca Idolazzi, Alen Zabotti™”, Dennis McGonagle™’, Giampiero Girolomoni

1icahn School of Medicine at Mount Sinai, New York, United States,2AbbVie Inc., North Chicago, United States,
3yale University, New Haven, United States, “*Central Connecticut Dermatology Research, Cromwell, United States

Ann Rheum Dis 84 (2025) 435-441

Biologic-naive psoriasis patients treated
1.0 o = g = - - gum
with inhibitors were significantly
£ less likely to develop inflammatory
Eog_ o arthritis or PsA compared to patients
o Blologic type treated with
© — 17
§ == 23
2 mb?(%q{?h?l!)om (0.38 - 1.05) % TNF At Pritratcd.
T 0.8 -17 vs : 0. 38-1. s
3 IL-23 vs TNF: 0.57 (0.34 - 0.96) IL-23i vs IL-17: HR
2 0.51 (95% CI:
: , 0.29, 0.87)
07{ | | | | Risk of PsA ; IL-23i vs IL-12/23:
0 12 24 36 48 ~
Time (months) reatment HR 0.55 (95% CI:
Weighted Number at Risk S Cnmparan 0'3;')" 092) -
!L—1?1 421 416 310 193 122 IL-231 vs TNFi: HR
TNF-aipha 1 570 # L I ) 0.44 (95% CI:
0 12 24 36 48
Time (months) 0.29, 0.67)




H avaotoAdn tn¢ IL-23 npoopépel parpoxeovia UYndn oviandxkpLor
otnv YA

KEEPsSAKE-1 study in adult patients with active PsA and inadequate response to csDMARDSs.
Patients who achieved ACR responses at Week 52 with risankizumab maintained durable responses

Week 100 Week 148
ACR20 ACR50 ACR70 ACR20 ACR50 ACR70
100 1 87.2 100 7 g4 3
— 77.4 75.2 —~ 75.9 74.5
O g0 - g I 725 69.1 O g0l mek I 66.4
2 1 5 L
2, 60 - 60 -
s f
S 40 A S 40 A
s S
c [
© 20 - ‘T 20 -
= >
275 152 249 143
0 0
N=304 N=339 N=190 N=209 N=113 N=125 N=293 N=339 N=187 N=209 N=110 N=125

As observed . NRI-MT

ACR, American College of Rheumatology; ACR20/50/70, American College of Rheumatology response criteria 220%/50%/70% improvement; NRI-MI, non-responder imputation, except those missing due to COVID-19 or
geopolitical conflict in Ukraine and Russia, which are imputed by multiple imputations; ClI, confidence interval, COVID-19, coronavirus disease 2019; csDMARD, conventional systemic disease-modifying drug; PsA, psoriatic arthritis.
1. Kristensen LE, et al. European Academy of Dermatology and Venereology Congress (EADV 2023), Berlin, 11-14 October 2023. P2383.



Znuavt LR& uPnAdtepa nococtd acOevav pe YA noap&peLvav otnv
Qepaneia pe Guselkumab vs anti-TNF xat anti-IL17 oto didotnpa 2
ETAOV

On-label persistence in the weighted GUS and SC
IL-17Ai cohortsit#

100
. —— GUS (n=849)
< IL-17Ai (n=2601)s
X
Py Hazard ratio (95% CI)
c =1.49 (1.29; 1.72); p<0.001
7
» 50
L)) '1_|
O
T
0
LY
c
@]
0 I 1 I I
0 0 12 18 24

Months since index agent initiation

Patients in the GUS vs SC IL-17Ai cohort were significantly ~1.5-fold more likely to persist on

treatment through 2 years, respectively.

*Propensity score (SMR) weighting was used to obtain a balanced sample. Weights were estimated using a multivariable logistic regression model, in which baseline covariates included several demographic and clinical characteristics.! *A weighted Cox proportional hazard model was
used to compare the risk of discontinuation between the GUS and SC IL-17Ai cohorts.t

§Secukinumab=1668; ixekizumab=933between the GUS and TNFi cohorts. The model was adjusted for baseline use of biologics.

CI, confidence interval; GUS, guselkumab; HR, hazard ratio; i, inhibitor; IL, interleukin; RWE, real-world evidence; SC, subcutaneous; SMR, standardised mortality ratio; TNF, tumour necrosis factor.

1. Mease PJ, et al. Presented at CCR West 2024, San Diego, USA



OL odnyie¢ GRAPPA OUVvVLOTOUV TOUC QVOCTOAELC
NMOAAQNAEC KALVLIKEQ eROINADOELC TNC PP LACLKAC

IL-23 y.a
apOpttLdag

A

!

Peripheral
arthritis

WWW

NSAIDs, physiotherapy, injections (GCs)

Topicals, procedurals

csDMARDs
Biologics

CTLA4-Ig),
JAKi, or PDE4i

(TNFi, 1L-12/23i,
IL-17i, ,

v

Biologics
(TNFi, IL-170),
or JAKIi

A 4

MTX, biologics

(TNFi, IL-12/23i,

IL-17i, (|N2E])),

MTX, biologics
(TNFi, IL-12/23i,
[ -23i }

Switch biologic
(TNFi, IL-12/23i
IL-17i, (D,
CTLA4-Ig),

JAKIi, or PDE4i

Switch biologic
(TNFi, IL-17i),
or JAKI

CTLA4-Ig), CTLA4-Ig),
JAKI, or PDE4i JAKI, or PDE4i
VL v

Switch biologic

(TNFi, IL-12/23i,

SR L -23i }
CTLA4-Ig),
JAKi, or PDE4i

Switch biologic
(TNFi, IL-12/23i,
IL-17i, ((IEEED,
CTLA4-Ig),
JAKIi, or PDE4i

Phototx or
csDMARD,
biologics

(TNFi, IL-12/23i,
iL-17i, ((REED),
JAKi, or PDE4i

Biologics

(TNFi, IL-12/23i,
IL-17i, (R2%E])),

or PDE4i

TNFi (not ETN),
IL-12/23i, IL-23i,
JAKi, MTX

TNFi (not ETN),
ciclosporin, MTX

v

Switch biologic
(TNFi, IL-12/23i,
IL-17i, (REEED),
JAKIi, or PDE4i

\ 4

Switch biologic

(TNFi, IL-12/23i,
IL-17i, (| IS2E])),

or PDEA4i

@ o' black text = strong recommendation

Grey text = conditional recommendation

v

Comorbidities and associated conditions may impact
choice of therapy and/or guide monitoring

Treat, periodically reevaluate and
modify therapy as required

CTLA4-Ig, cytotoxic T lymphocyte antigen 4; csDMARD, conventional synthetic disease-modifying antirheumatic drug; ETN, etanercept; IBD, inflammatory bowel disease; GC, glucocorticoid; IL,
interleukin; GRAPPA, Group for Research and Assessment of Psoriasis and Psoriatic Arthritis; JAKI, Janus kinase inhibitor; MTX, methotrexate; NSAID, non-steroidal anti-inflammatory drug; PDE,
phosphodiesterase; phototx, phototherapy; TNFi, tumour necrosis factor inhibitor.

1. Coates LC, et al. Nat Rev Rheum. 2022;18:465-79.
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ApX 'K} Qepanesia: nmoapadoociaxkéc Oepaneiec

Acitretin 25 1*1 via 2 unvecg

Celestone-Chronodose 1nj/week yia 6

eRdouddec

Katémiv: CyA 300mg/nuépa yvia 3 unvecg
406 2019

e




AAAayn) og avaotoAéa tn¢ IL-17A

Secukinumab 300mg

+CyA 100mg

9¢¢ 2019



38 pfveg¢ und Secukinumab w¢ povoOepaneia

11°¢ 2022

Mep LK) UMIOTPOIN

AUEnuévn kpeattvivn (Cr: ANNOYTY) OF

Brodalumab
1.2mg/dl)

+AY (Aprovel)




16 pnvec¢ uné Brodalumab
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Yopilaon noaAdp@v- NeAp&TeVv

KolLvh Ywploaon

TTOAUOTIEAUAT L Lo

QAUKTOLVWOON

———

Overlap

Misiak-Galazka M, et al. Am J Clin Dermatol. 2020 Jun;21(3):355-370
Bissonnette R, et al. J Eur Acad Dermatol Venereol. 2014.0ct;28(10):1298-305

HNaBoyéve La

e PAeypovadng dlLadlkaoia n omolo
nUupodoTelTal OTO AKEPOOUPLYYLO
TOU €KKPLVOUC adéva.

e Auénuéevn exeppoon tnc IL-17A OXL

Tov IL12 & 23

* AuopLoPnrelitat o pdAog Tnc IL-36




KALVLIKEQ peAéteg deiyxvouv OtL n avaotoAn tng IL-
17 BpeAti@veLr tnv PPP

. ORIGINAL RESEARCH ARTICLE
Secukinumab for moderate-to-severe ®
palmoplantar pustular psoriasis: Results Efficacy and Safety of Brodalumab, an Anti-interleukin-17 Receptor
A Monoclonal Antibody, for Palmoplantar Pustulosis: 16-Week Results
of the 2PRECISE Smdy of a Randomized Clinical Trial
Ulrich Mrowietz, MD,* Hervé Bachelez, MD, PhD,”¢ A. David Burden, MD, Michael Rissler, PhD,© Yukari Okubo'® . Satomi Kobayashi? - Masamoto Murakami®® - Shigetoshi Sano*® - Natsuko Kikuta® -
Yoshiumi Ouchi®® . Tadashi Terui®
0 Brodalumab (210 mg) —®—Placebo
o
100 - s Secukinumab 300 mg (n= 79) g 2 qa
3 -3. =
90 - === Secukinumab 150 mg (n = 80) g 4
e
o 807 g
a
.§ 70 - a -8
£
E. B0 - o -10 4
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2 8 12
g c
2 s -14
o e
=% «w -16
oy - P=0.0049
-18
Week 2 Week 4 Week 8 Week 12 Week 16
Placebo, n 62 62 61 62 62

Mrowietz U, et al. J Am Acad Dermatol. 2019. PMID: 30716404 Okubo Y, et al. Am J Clin Dermatol. 2024. PMID: 389542Z



Guselkumab y.a PPP

JAMA Dermatology | Original Investigation

Efficacy and Safety of Guselkumab in Japanese Patients
With Palmoplantar Pustulosis
A Phase 3 Randomized Clinical Trial

Tadashi Terui, MD, PhD; Satomi Kobayashi, MD, PhD: Yukari Okubo, MD, PhD; Masamoto Murakami, MD, PhD; Richuan Zheng, MPH;
Hitomi Morishima, MPhil; Ryosuke Goto, MS: Takayuki Kimura, MD. PhD

SNUOVT LKE UuPnAdTepo mooooT1d aobevav und GUSEL 100mg, meTtuxalivel

PPPASIS50 & PPPASI'S,

100,04

75.0+

Percent of patients achieving PPPASI-50

.
0.0+
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25.0 L s34 , 0%

——Placebo (n=53)
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(m=26)

—— Guselkumab 200 mg (n=52)

Terui T, et al. JAMA Dermatol.
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24 28 32 36 40 44 48 352

Week

—a Placebo to Guselkumab 100 mg
(n=25)

—o—Cruselkumab 100 mg (n=54)

2019 Oct 1;155(10)
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Proportion of PPPASI-75 responders (%)
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(n=26) —o— Guselkumab 100 mg (n=54)
—o—Guselkumab 200 mg (n=52)
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T oL or
ORIGINAL ARTICLE @ DERMATOLOGY

Ri zanki zumab Y L PPP Risankizumab in Japanese patients with moderate-to-severe

palmoplantar pustulosis: Results from the randomized, phase 3
JumPPP study

Yukari Okubo®® | Masamoto Murakami? | Satomi Kobayashi®® | Shigeyoshi Tsuji?* |
Mitsumasa Kishimoto® | Kimitoshilkeda® | Maiko Jibiki® | Ezequiel Neimark’ |
Byron Padilla’ | Jie Shen’ | Sydney Peters’ | Tadashi Terui®

YNUoVT LKE uPnAdTep0o nmoocootd acBevav und RIZA 150mg, metuxalivel PPPASIS50, aAA&

6x L PPPASIT75, tnv W16 og oXéon upe tou placebo aocbevelcg

PPPASI 50 PPPASI 75
100 PerodA - Pericd B 53 gg o 100 PericdA : PerodB
- ! Secondary endpoint at week 16
A=-21(-147,104) 881
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= =
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3 *——— A=1639 (0.4, 33.5)
| 22*-1 *Hominal P 205 vs PBO - PRO
(1] T T 1 T T T T & RZB 150 mg o T T 1 . 1
04 B121620 2832 4044 52*°56 G468 - FBO-RZE 150 mg 04 8121620 2832 4044 52«55~ bB468
Week Week
M=61 61 61 81 €1 57 56 58 55 55 54 55 55 55 M=61 61 61 61 61 57 5 5 55 55 54 55 55
58 5B 58 58 50 5T 58 50 53 57 55 58 55 54 58 58 58 58 5B 57 58 58 58 5T 55 &5 55 55

Okubo Y et al. J Dermatol. 2025 Apr;52(4) :593-602



Zuvoyilovtag:

* 0 &fovag IL-23/Thl7 eivalL o xuplapxog otnv naboyéveila tnc Yewplaong, aAAd
IL-17 unopel voa noapdystal KL and &AAec 0d00UC dNULOUPYAOVTINC HOVOIAT L
«dLaQUYNC», &V LOLaltepeg popopéc ral evrtonioeilg tng Ywplaong, oO6nwg n
QPAUKTOLVOONC Ywplaon moAaudv & HeARPATOV prnopel voa aroAouboUv GAADN

naboyéve La.

* OL avaotoAeic tng IL-23 mpooeépouv otafepln Kol paxkponpdbeoua uPnAn
AMOTEAEOPAT LKOTNTX, €VQO Ol avaotoAelg tng IL-17 Eexwpilouv via 1O ypeHyopo

uynAd amotéAsopua.

* JUpowva pe tLc odnylec tnge GRAPPA, otnv neplpeplk) apfplitida kot oL dUo

Katnyopteg &€xouv €vdeLén, otnv afovikh npooBoAn opwg &vdeLén &€xouv udévo ol

cag!




