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Research Progress of Upadacitinib in the Treatment of Crohn’s Disease
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Abstract: Crohn’ s Disease (CD) is a destructive, relapsing and remitting chronic inflammatory bowel disease that
usually progresses to irreversible intestinal structural and functional changes, such as intestinal lumen stenosis, fistula for-
mation and perianal lesions, severely affecting the quality of life of patients. This review summarized the research progress
on the mechanism, clinical application and safety of upadacitinib in the treatment of CD. Upadacitinib can increase the
clinical remission and endoscopic response rates in patients with CD, improve the long—term outcome of CD patients and
provide a new idea for the treatment of CD patients by using biological agents.
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Table 1 Cytokines and their Cytokine receptor families

Receptors Cytokines (Ligand) JAK
IL-2R Family -2, IL-4, IL-7, TL-9, TL-15, TL-21 JAK1, JAK3

IL-3R Family M5, M5 JAK2

IL-6R Family IL-6, IL-11, IL-12, IL-23, IL-27, IL-35 JAK1, JAK2, TYK2
IFN-R Family IFNs (IFN-o, -B,-) JAK1, JAK2, TYK2
IL-10R Family IL-10, IL-19,1L-20, IL-22, IL-24, IL-26 JAK1, JAK3, TYK2
IL-12/IL-23 IL-12, IL-23 JAK2, TYK2
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