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Background

* Differences in endoscopic response and biological features
across ileum- and colon-involved Crohn’s disease (CD) suggest

Methods

* Analysis of serum pharmacodynamic (PD) markers, IFNg, IL-
22, IL-17A, focused on subset of GALAXI Ph3 patients (n = 50)

GUS showed greater changes in IL-23-related serum markers vs UST in patients with isolated ileal disease

Key Takeaways

In GALAXI Ph3, IL-23p19 inhibition with GUS
showed greater changes in IL-23-related serum
markers and greater reversal of tissue disease
molecular features than IL-12/23p40 inhibition
with UST, consistent with reported superior
endoscopic efficacy.
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