Key Takeaways

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

Q GUS effects were generally consistent
across diverse subgroups of pts defined by
baseline demographics, disease
characteristics, medication use, and
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Evaluate consistency in GUS clinical response and radiographic progression inhibition across subgroups of pts of high
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clinical interest group y:

90ver 200 M datasets. P29 subgroups were predefined to evaluate treatment consistency over baseline demographics (n=7), disease characteristics (n=12), medication use (n=5), and radiographic features (n=5); those of high clinical interest are reported here. °Predefined PsA duration subgroups categories were <1/21to <3/23 years, however, <3/23 presented due to small sample size in <1 year category. Predefined as csDMARD use at baseline, however, MTX component
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