Patient-Level Persistence of On-Treatment Remission With Guselkumab: Pooled Results s
From VOYAGE 1 and VOYAGE 2 Participants With Moderate-to-Severe Plaque Psoriasis
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In post-hoc analyses of pts with moderate-to-severe plaque
PsO from VOYAGE 1 and 2, employing stringent mNRI for
missing data:
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- ~60% of pts achieved on-treatment remission, with
on-treatment remission status maintained for ~2 years

— Of those who achieved on-treatment remission, ~40%
maintained on-treatment remission through the end of
the 5-year follow-up period
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Background Analysis Cohort Assessments and Post Hoc Analyses
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Results

Among pts who lost initial on-treatment remission status, ~90% regained IGA O or PASI 100 response, generally within ~1

GUS-randomized pts pooled for analysis from 2 RCTs were predominantly male and had moderate-to-severe plaque PsO Among GUS-randomized pts receiving continuous Q8W treatment, ~60% achieved on-treatment PsO remission dosing interval
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