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Guselkumab induction therapy results in molecular resolution of inflammation in moderately
to severely active ulcerative colitis: Results from the Phase 3 QUASAR induction study
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Key Takeaways

Guselkumab treatment resulted in a global
reduction in tissue inflammation and establishment
of a pro-healing environment confirming the
mechanistic findings of the Phase 2b induction
study
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Serum proteomic profiling of 648 patients was conducted using a targeted
Olink Inflammation panel and differential protein abundance was assessed

To validate mechanistic observations from QUASAR Ph2b induction and to further characterize molecular changes induced by .
guselkumab treatment with the larger Ph3 QUASAR induction study.
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Results

QUASAR Phase 3 induction study: Guselkumab
induction therapy was effective versus placebo
in patients with UC

T = Study treatment administered to Week 12 clinical nonresponders

Patients who achieved HEMI at WK12 demonstrated the most
robust changes in transcriptional gene module expression nearing
non-IBD control levels

Transcriptional gene modules changes at WK12
correlated with changes observed in the Phase 2b
induction study

Guselkumab induction therapy resulted in transcriptional downregulation of inflammatory signals and
upregulation of healthy epithelium signals at WK12

Inflammatory serum protein changes correlated with
changes observed in the Phase 2b induction study
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