POSTER
242

EQS504: A Novel AhR Modulator That Promotes Immune Tolerance Through IL-10 & IL-22 Cytokine Release
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Intfroduction Resulls EQ504 Programs iT , Cells Toward a Gut-Homing, Inmunoregulatory
Phenotype
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Differentiation Macrophage-derived IL-10 promotes intestinal mucosal wound healing”. (E) AhR engagement confirmed

. markers associated with colonic tissue resident Treg cells such as CD103, Helios, Granzyme A and B as
P through CYP1AT gene expression. well as Perforin®? (B) UC differentiated T, cells had a strong response to EQ504 with an increase in
F j EQ504 Inhibits IL-17A and Enhances IL-22 Production in CD4™ T Cells, both CD103 and Helios. (C) IL-10 and IL-22 are both increased in iT . cells data confirmed by cytokine

. . . . release as well as gene expression. (D) AhR engagement confirmed through CYP1A1 gene expression.
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1 M2 Macrophages: EQ504 activation of AhR skews macrophages toward an
i L M2, anti-inflammatory phenotype marked by increased CD124 and CD206,
i Vehicle £Q504 50 ° - reduced pro-inflammatory cytokines, and elevated IL-22 production. These
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Figure 1. AhR Ligands Regulates Important Cellular Contributors to Colitis
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differentiated T, s and M2 Macrophages. and IL-22 responses in UC donors can be observed.
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