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BACKGROUND RESULTS

VISIBLE is an ongoing Phase 3b study evaluating the efficacy and safety of guselkumab (GUS) in participants with

moderate-to-severe plaque psoriasis (PsO) across all skin tones At baseline, 29.8% (61/209) of VISIBLE Cohort A and B participants had PsA GUS treatment provided meaningful improvements across all PsAID-12 domains Figure 8. Participant Who Achieved 1GR 0/1 and PASI 90 at Week 16

Cohort A enrolled participants with predominantly moderate-to-severe plaque PsO, and Gohert B enrolled participants e Mean baseline data reflect moderate impact of PsA on health and extensive skin and scalp disease Figure 5. Improvements in PsAID-12 Component Scores From Baseline to Week 16 Among GUS-Treated Participants
with predominantly moderate-to-severe scalp PsO (n=40)
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At Week 16, nearly 60% of GUS-treated participants with baseline PsAID-12 scores of >3.95 and >3.0, respectively,
At baseline, the majority of VISIBLE study participants with PsA had PsAID-12 scores achieved PASS and MCII

At Week 16, mean percent improvements from baseline in BSA and PASI were 84.8% and 86.9%, respectively,

ab_ove the PASS threshold, indicating the need for improved PsA control across all _ _ for GUS-treated participants with PsA at screening . .
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PASS (PsAID-12 <3.95) was assessed for participants with PSAID-12 scores >3.95 at baseline. Achievement of MCII (reduction of >3 points) was assessed for participants with PsAID-12 scores >3.0 at baseline. GUS=Guselkumab; PASS=Patient
Acceptable Symptom Score; PBO=FPlacebo; MClI=Minimal clinically important improvement; PsAID-12=Psoriatic Arthritis Impact of Disease-12. BSA=Body surface area; GUS=Guselkumab; PASI=Psoriasis Area and Severity Index; PBO=~Flacebo.
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