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Background APEX Study Design

Key lakeaways

At W24 of the ongoing Phase 3b APEX study of GUS,
a dual-acting selective IL-23i for PsA, the Q4W & Q8W
regimens demonstrated:

v~ Significantly higher ACR20 response rates vs PBO

v~ Significantly lower rates of radiographic progression
(A GUS vs PBO =-0.80)
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Characteristics of APEX pts with active and erosive PsA were comparable across groups GUS demonstrated significantly higher ACR20 response rates vs PBO at W24 Higher proportions of GUS- vs PBO-treated pts showed no radiographic progression Higher skin clearance rates and greater improvement in physical function with GUS vs PBO
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