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Guselkumab Response and Inhibition of Structural Damage Progression in Active
Psoriatic Arthritis Across APEX Participant Subgroups

Philip J Mease,"? Christopher T Ritchlin,® Laura C Coates,* Alexa P Kollmeier,® Bei Zhou,® Yusang Jiang,® Karen Bensley,® Koeun Im,” Rattandeep Batra,® Karissa Lozenski,” Soumya D Chakravarty,®'® Proton Rahman," Désirée van der Heijde™

GUS-treated biologic-naive pts with active
and erosive PsA demonstrated significantly
greater clinical improvement and significant
inhibition of structural damage progression
vs PBO at W24

GUS effects were generally consistent
across diverse subgroups of pts defined
by baseline demographics, disease
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Results

Similar proportions of pts comprised baseline characteristic GUS treatment effect on joint disease activity was consistent GUS effect on the more stringent ACR50 response was also Significant inhibition of structural damage progression with GUS Baseline radiographic joint damage was of moderate degree and
subgroups across treatment arms across subgroups consistent across subgroups was generally consistent across baseline pt subgroups similar across treatment groups

e Pts with active and erosive PsA: median disease duration=5 years, SJC=9, TUC=16, and e Aligned with primary endpoint results, GUS-treated pts had approximately 2- to e Aligned with overall ACR50 results, GUS-treated pts.had approximately 2- to 6-times e Concordant with known risk factors, PBO-treated pts with SUC >15 & CRP =2 mg/dL GUS Q4w
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