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Among pts receiving
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achievement of clinical
response was associated
with less structural damage
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PsA domains
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Additional analyses beyond
W24 will determine the
maintenance of structural
damage inhibition among
clinical responders and
continue assessment of
clinical nonresponders

Background

Guselkumab inhibition of structural damage progression in psoriatic arthritis (PsA)

e Uncontrolled inflammation in PsA increases the risk of structural joint damage, which is associated with
long-term disability and greater impairments in physical function and health-related quality of life

e Guselkumab (GUS) is a fully human, dual-acting,' monoclonal antibody that selectively inhibits the interleukin (IL)-23p19 subunit

e Inthe phase 3b APEX study, GUS demonstrated efficacy across PsA domains and significantly inhibited structural damage
progression compared with placebo (PBO) in participants (pts) with active and erosive PsA at Week (W) 24°

Objective

Evaluate the relationship between clinical response status and structural damage progression at W24
among GUS-randomized pts in APEX
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