Guselkumab maintenance therapy mediates further improvements in intestinal immune
homeostasis and mucosal healing in patients with moderately to severely ulcerative colitis
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Key Takeaways

Guselkumab maintenance therapy mediated further
downregulation of tissue-based molecular
inflammation and upregulation of mucosal healing
signals observed post-induction

These data highlight the role for guselkumab in
modulating mesenchymal biology to achieve tissue

GUS maintenance therapy

intestinal mesenchymal biology was observed, minimally evident in induction
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