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Background

The JAK1/3-inhibitor tofacitinib is licensed for a variety of inflammatory diseases, including rneumatoid arthritis, psoriatic arthritis, ankylosing spondylitis, juvenile idiopathic arthritis
and ulcerative colitis. The anti-inflammatory effects of tofacitinib are mediated by inhibition of a broad spectrum of cytokine receptors. Secondary effects of the cytokine receptor
Inhibition on T helper (Th) cell activation and proliferation, however, are less well investigated.

An explorative analysis was set up in ulcerative colitis patients and healthy controls to investigate the effects of JAK1/3-inhibition on the activation of T cells in a Thl-, Thl7-, or
regulatory T cell (Treg)-promoting cytokine milieu in vitro.
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Conclusion

Whereas JAK1/3-inhibition effectively suppresses inflammation in a variety of diseases, It also inhibits the secretion of the cytokines IL-10
and IL-22, playing roles in the regulation of inflammation and tissue regeneration. Furthermore, JAK1/3-inhibition with tofacitinib abrogates
the effects of a Treg-promoting cytokine milieu on the suppressive function of Treg cells.
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