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BACKGROUND OBJECTIVE/METHODS BASELINE CHARACTERISTICS (N=102)

VISIBLE is a Phase 3b, multicenter, randomized, double-blinded, placebo (PBO)-controlled study of guselkumab (GUS) Baseline Demographics

focused on individuals with skin of color (SoC) across all skin tones Bvaluate efficacy and safety of GUS for scalp PsO in Cohort B participants through 2 years Mean age Male  Mean weight FsT PBO (N=26) GUS (N=76)
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PBOSGUS baseline in PSS | " Latino, Previous PsO Medications/Therapies
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Cohort A: 103 participants

Cohort B: participants with moderate-to-severe scalp PsO with moderate-to-severe

plaque PsO

BSA >10%, PASI 212, IGA >3

A dedicated scalp PsO cohort was included due to the condition’s high prevalence, especially in individuals with SoC Cohort B: 108 participants*

with moderate-to-severe

Randomized (3:1)

then q8w * Mean percent improvement from baseline Topical Agents Phototherapy® Systemics® Biologics®

e Scalp PsO can negatively impact daily life, with symptoms and signs including pruritus, intense scaling, and even alopecia, scalb Ps oy

SSA >30%, PSSI >12, ss-IGA >3, Safety

causing great physical and social distress’ 2nd 21 plaque outside of the scalp Week 16 week 100 | | @/ - Age and sace

> - Crossover. -

e [reatment in SoC populations can present additional challenges due to hair texture, styling, washing routines, and cultural - y

h air care pra CtiCeSZ Efficacy was assessed in all participants who met Cohort B inclusion criteria (N=102). AE=adverse event, BSA=body surface area, GUS=guselkumab, I1GA=Investigator’s Global ?Includes PUVA or UVB. Includes PUVA, methotrexate, cyclosporine, acitretin. ¢Includes etanercept, infliximab, adalimumab, certolizumab, brodalumab, ixekizumab, secukinumab, ustekinumab. BSA=body surface area,
Assessment, PASI=Psoriasis Area and Severity Index, PBO=placebo, PsO=psoriasis, g8w=every 8 weeks, SAE=serious adverse event, W=week. FST=Fitzpatrick Skin Type, GUS=guselkumab, IGA=Investigator’s Global Assessment, PASI=Psoriasis Area and Severity Index, PBO=placebo, Ps0=psoriasis, PUVA=psoralen plus ultraviolet A, UVB=ultraviolet B.

RESULTS

Figure 4. Mean Percent Improvement From Baseline in PSSI Through Week 100 (NRI)

Among GUS-randomized participants, the significantly greater ss-IGA 0/1 and PSSI 90 response rates vs PBO o Safety findings were consistent with the established GUS safety profile, with no new safety signals identified
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improved with continuous GUS treatment through Week 100 demonstrating

high efficacy and durable responses for moderate-to-severe scalp PsO in

and an interaction term of visit with baseline score. ?For participants who were randomized to PBO at Week O, only those participants who crossed over to GUS at or after Week 16 were included. Zero change from baseline PSSI=Psoriasis Scalp Severity Index, SSA=scalp surface area, ss-IGA=scalp-specific Investigator’s Global Assessment. © artici pants across all skin tones
was assigned if participants discontinued due to lack of efficacy or worsening PsO or used a prohibited PsO treatment (intercurrent events). FST=Fitzpatrick Skin Type, GUS=guselkumab, NRI=non-responder imputation,
PBO=placebo, Ps0=psoriasis, PSSI=Psoriasis Scalp Severity Index, SSA=scalp surface area.
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*p<0.001 vs PBO; p-values are based on the mixed model for repeated measures; explanatory variables included treatment group, visit, baseline score, by FST (I-1ll/IV-VI), an interaction term of visit with treatment group,
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