Early Improvement of Inflammatory Biomarkers Predicts 1-Year Outcomes MEDDE)

in Adults with Crohn’s Disease Treated with Guselkumab: Pooled GALAXI 2
& GALAXI 3, Phase 3 Trials Analysis

altered or reproduced in
any way.

Key Takeaways

In the Phase 3 GALAXI 2 & 3 trials, participants
with moderately to severely active CD and abnormal
baseline biomarker levels were treated with GUS
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Findings support the potential utility of early
biomarker changes to inform longer-term outcomes
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