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OBJECTIVES/METHODS

Scan the QR code.

BACKGROUND

(SoC)!2 This post-hoc analysis reports PsAID-12 results through Week 100 for participants with uncontrolled PsA at baseline?

Psoriasis (PsO) remains frequently misdiagnosed and undertreated among individuals with skin of color
@ Scalp PsO is a risk factor for development of psoriatic arthritis (PsA) f VISIBLE included participants who self-identified | Study Design PsA Assessments
B VISIBLE is a Phase 3b study that enrolled participants who self-identified as non-white and have as non-white, across all skin tones —
(=¥ placebo-controlled : Active Treatment Long-term extension ~
B moderate-to-severe plague (Cohort A) or scalp (Cohort B) PsO Conor A 08 B = (Weeks 0-16) : (Weeks 16-48) (Weeks 48-112) :W ':;SA"? 1dz WahS used;o;evaluatlng participants
e . moderate-to-severe plaque PsO e GUS identified as aving Fs at screening
VISIBLE participants were evaluated for PsA at screening based on m 3 GUS 100 mg at WO snd WA, then aBw . .
o Rheumatologist-confirmed diagnosis of PsA ( BSA >10%, PASI >12, IGA >3 ) £ - ’ e Self-reported assessment of physical, social, and
o . 3 ,f\(\ : PBO->GUS psychological impact of PsA (score range, 0-10)>*
e Psoriasis Epidemiology Screening Tool (PEST) score >3 Cohort B: 12282?’2:2222;; with 5 ‘ g GUS 100 mg at W16 and W20, then g8w @
o : PASS = score of <4.0
- . o . . % =
@ Participants were considered to have uncontrolled PsA at baseline if they had a 12-item Psoriatic m m [ SSA 230%, PSSI 212, ss-1GA 23, ] Week 0 Weok 16 Weok 48 Week 112 : .
E o . . . i MCII = reduction of >3.0 points
LY Arthritis Impact of Disease questionnaire (PsAID-12) score of >4.0 | and 21 pladue outside of the scalp ]| primary endpoint ]| © P |

e The PsAID-12 patient-acceptable symptom state [PASS] is defined as a score of <4.0°

L J k “Efficacy analysis set: VISIBLE Cohorts A and B, 22.9% (n=47) had uncontrolled PsA, PsAID =4 at baseline. BSA=Body surface area; GUS: 1GA s Global MCH=Mi clinically important improvement; PASI=Psoriasis Area and Severity Index; PASS=Fatient Acceptable Symptom Score; PBO=Flacebo; PSSI=Psoriasis Scalp Severity Index; SSA surface area; ss-1GA 1GA; W=Week.

.

p RESULTS

Figure 5. Participant Who Achieved IGA 0, PASI 100 (Complete Clearance), and PsAID-12=0 at Week 16 and
At baseline, 29.8% (61/205) of VISIBLE Cohort A and B participants had PsA (full efficacy analysis set). Of these, 47 e Among the 47 participants with uncontrolled PsA at baseline, prior treatments included topicals (76.6%), phototherapy At Week 100, more than 70% of GUS-treated participants with uncontrolled PsA at baseline achieved PASS (PsAID-12 Maintained Clear Skin Through Week 100
participants had either a history of rheumatologist-diagnosed PsA (n=19 [40.4%]) or PEST >3 at screening (n=28 [59.6%] (14.9%), methotrexate (21.3%), apremilast (6.4%), and biologics (42.6% any biologic; tumor necrosis factor 21.3%, score <4.0; Figure 3)
with previously undiagnosed PsA) AND a PsAID-12 score >4.0 at baseline. interleukin (IL)-17 19.1%, and IL-12/23 inhibitors 19.1%) (Figure 1) m m m
Figure 3. Achievement of PASS Through Week 100° _
Baseline demographics and disease characteristics were generally comparable between PsA patients diagnosed by a rheumatologist Figure 1. Previous PsO Medications/Therapies 1007 3
and those with PsA identified by PEST screening (Table 1) and between GUS and PBO treatment groups (data not shown) . . i . . . 90
Topical Agents Phototherapy? Non-Biologics Systemics®  Advanced Orals® Biologics*
Rheumatologist-Confirmed < 807
Diagnosis of PsA ~ . 2 701
Table 1. Baseline Characteristics (N=19) § 601
A L2
ETICELAIGE 76.6% 14.9% 23.4% 6.4% 42.6% % o — — — —
Age, yrs 45.6 (13.5) 41.9 (12.5) g 401 PASI: 31 PASI: 0 PASI: 0 PASI: 0
Male 63% 68% g_ 30 4 g::ll:-::g 2.7 gf:ll)o-f; 0 :::ﬁ:?-fz: 0 :::I[?—f) 2: unknown
o
Race & 20
H ISpanlc 32% 54% :Z;ff:;j:: SLSz.‘i,;i:;ﬁ:'/fsu/f"lziﬁ/[r:jfg;;t're;ate, cyclosporine, acitretin. “Includes apremilast. “Includes etanercept, infliximab, 104
Black 32% 7% 0 S : T 2 % 40 e 00
PBO/PBO>GUS N 10 10 Week 9 9
Asian 16% 29% The GUS-randomized group with uncontrolled PsA at baseline had significantly decreased (improved) mean PsAID-12 score ¥ ¥ @ @ N CLUSIO Ns
Middle Eastern 10% 4% at Week 16 compared to the PBO-randomized group; mean PsAID-12 scores for the GUS and PBO-GUS subgroups continued I B PEO e PEOSGUS - memals ‘ N
tD improve th rough Week 1 00 (F|gu re 2) n[f/g%{:;yvj:;(/y;g ;z;n/;gﬁ:g;amumn/s with uncontrolled PsA at baseline. After applying the ICE strategy, missing data were not explicitly imputed. For participants who were randomized to PBO at Week 0, only those participants who crossed over to GUS at
Mult-raciel 1% % Figure 4. Participant Who Achieved IGA 0/1, PASI 90, and PsAID-12=0 at Week 16 and maintained
igure 4. Participan o Achieve and PsAID-12=0 at Wee and maintained responses . . . .
Pacific Islander or Native Hawaiian 0% 4% Figure 2. Mean PsAID-12 scores through Week 100° th%ou h Week 180 ! ! P At baseline, approximately one quarter of VISIBLE participants had uncontrolled PsA (based on
BMI. ke/rm? 32793 34.8(10.2 ) g having a PsAID-12 score above the PASS threshold of 4.0), indicating lack of awareness of the need
» K8/m 70.3) 8(102) e e . Median ((GR) PeAID-12 score Median (IQF) PoAID-12 score Median (IQR) PeAID-12 score for routine PsA screening by dermatologists, including patients across all skin tones
I-111 16% 14% ‘21 R ' ' 4 Specifically, PsA screening with the PEST in patients with PsO, especially those with risk factors,
V-V 84% 86% N 81 Ac-1d rBO e should be considered to enable early detection, initiation of appropriate treatment,
g iy - -#- PBOSGUS and improved outcomes in PsA
Disease Characteristics o 6l e ous
Ps0 disease duration, yrs 12.6 (10.5) 11.1 (8.3) % 51 Ae.53 In participants with uncontrolled and often undiagnosed PsA at baseline, treatment with GUS
IGA, moderate (3) 74% 86% = 41 __ 28 re55 provided clinically meaningful improvements in the physical and psychological impact of joint
‘23 31 e __ T 19 disease, based on mean PsAID-12 scores decreasing below the PASS at Week 16
BSA, % 23.4 (17.6) 23.8 (15.3) 21 2.4 ====—_——° 1GA: 3 1GA: 1 1GA: 0 1GA: 0
1 A=-48 ‘1.3 PASI: 41.5 PASI: 1.6 PASI: 0 PASI: 10
PASI (0-72) 18.7 (9.4) 20.8 (8.1) o A=-69 BSA: 56% BSA: 5% BSA: 0% BSA: 0%
0 é 1’6 2'4 3'2 4’8 T 160 PsAID-12: 9 PsAID-12: 0 PsAID-12: 0 PsAID-12: 0
PSSI (0-72) 31.4 (19.0) 25.7 (13.2) Week Improvements in PsAID-12 scores continued and were maintained through 100 weeks of GUS treatment
PSAID-1 2 score 70 (14) 79 (17) “Efficacy analysis set included participants with urientrolled PSA at baseline. After applying the intercurrent event (ICE) strategy, missing data were not explicitly imputed. *nominal p<0.001 vs PBO. A=Least squares (LS) mean difference between baseline and
Dot s § Week 16 among participants with data at both timepoints. LS mean differences and p-values are based on an analysis of covariance model, with treatment group, baseline PsAID-12 score, and FST (I-lll or IV-VI) as covariates; all p-values are nominal as this is a
ata shown are mean (SD), unless otherwise indicated. post hoc analysis and also sample size is small in"PBO group. Participants who met treatment failure rules (discontinued study agent due to lack of efficacy, had worsening PsO, o initiated a prohibited psoriasis treatment prior to Week 16) were assigned a change
\BMI:budy mass index; SD=standard deviation. from baseline=0. Missing data were not imputed.

< ®

References: 1. Alexis A, et al J Drugs Dermatol. 2022;21:1054-1060. 2. Gottlieb AB, Merola JF. J Dermatolog Treat. 2022;33:1907-1915. 3. Gossec, L, et al. Ann Rheum Dis. 2014;73:1012-9./4. Holland R, et al. J Psoriasis Psoriatic Arthritis. 2020;5:12—22. Acknowledgements: Medical writing support was provided by Teresa Tartaglione, PharmD, of Certara, Radnor, PA under the direction of the authors in accordance with Good Publication Practice guidelines (Ann Intern Med. 2022;175:1298-304). Presented at The Masterclasses in Dermatology Annual Conference at the Ritz Carlton in Sarasota, FL on February 19-22, 2026. This poster was supported by Johnson &
Johnson, Horsham, PA, USA. Disclosures: JFM is a consultant and/or investigator for AbbVie, Amgen, Astra-Zeneca, Biogen, Boehringer Ingelheim, Bristol Myers Squibb, Dermavant, Eli Lilly, Galderma, Johnson & Johnson, Moonlake, Novartis, Oruka, Pfizer, Regeneron, Sanofi, Sun Pharma, and UCB. RGL has received compensation in the form of grant funding and/or honoraria, as principal investigator for and has served on the scientific advisory board or served as a speaker for AbbVie, Amgen, Boehringer Ingelheim, Bristol Myers Squibb, Celgene, Eli Lilly, Johnson & Johnson, LEO Pharma, Merck, Novartis, Pfizer, SUN, Takeda, and UCB. MS-A has served or currently
serving on the advisory boards, as a consultant, and/or speaker for AbbVie, Amgen, Bausch Health, Bristol Myers Squibb, Dermavant, Eli Lilly, Galderma, Incyte, Johnson & Johnson, Novartis, Pfizer, Sanofi/Regeneron, and UCB; serves as a principal investigator for clinical trials sponsored/conducted in collaboration with AbbVie, Aclaris, Alumis, Amgen, Avalo Therapeutic, Bristol Meyers Squibb, Citryl, Concert Pharmaceutical, Eli Lilly, Galderma, Incyte, Insmed, Johnson & Johnson, Moonlake Therapeutics, Novartis, Pfizer, Sanofi/Regeneron, Takeda, and UCB; and receives institutional research funding through SimcoDerm Medical & Surgical Dermatology Centre for
industry-sponsored clinical trials. AN is a speaker, investigator, and/or consultant for AbbVie, Almirall, Amgen, Arcutis, ASLAN, Beiersdorf, Boehringer Ingelheim, Bristol Meyers Squibb, Dermira, Dermavant, EPI, Galderma, Incyte, ISDIN, Johnson & Johnson, Eli Lilly, Leo Pharma, Mayne, Novan, Novartis Pharmaceuticals, Ortho Dermatologics, Pfizer, Regeneron, Sanofi Genzyme, Sun Pharma, and UCB. TA, S0, EA, and TM are employees and stockholders of Johnson & Johnson. JKT is or has been a clinical trials investigator, consultant, or speaker for AbbVie, Amgen, Arcutis, Boehringer Ingelheim, Bristol Myers Squibb, Castle Biosciences, Eli Lilly, Galderma, Incyte, Johnson
& Johnson, Novartis, Pfizer, Regeneron, Sanofi, Sun, Takeda, and UCB. ABG has received research/educational grants from Bristol Myers Squibb, Johnson & Johnson, Moonlake;, and UCB (all paid to Mount Sinai School of Medicine until May 1 , 2025); at UT Southwestern, Dr. Gottlieb is a sub-investigator on studies sponsored by Bristol Myers Squibb and Johnson & Johnson; and has received honoraria as an advisory board member and consultant for AbbVie, Amgen, Bristol Myers Squibb, Eli Lilly, Johnson & Johnson, Novartis, Oruka, Sanofi, Sun Pharma, Takeda, Teva, and UCB.

Masterclasses in Dermatology; February 19-22, 2026; Sarasota, FL, USA.





