EQ504: A Novel AhR Agonist That Promotes Immune Tolerance Through Modulating T Cell Function
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EQ504 or TCCD and FICZ. Total PBMCs were incubated with three different concentrations of
EQ504 or Indirubin for 72hrs. PCR analysis was carried out for both IL-10 and IL-22. (C) IL-10 is
detected at the highest concentration of EQ504. (D) However, there is a dose response of 1L-22
detection by EQ504. (E) Total PBMCs were treated with EQ504 or Indirubin for 72 or 96hrs. A
decrease in frequency of endogenous pathogenic T, 17 (CXCR6+RORYt+) as well as (F) IL-17A
cytokine release can be observed.
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Figure 6. (A) Tresponders of the same donor were labeled with Cell Trace Violet. iT
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differentiated for 7 days (100nM of EQ504 or Indirubin) were co-cultured with Tresponders at
1:1, 1:2, and 1:4 Treps:T,, ratio. Suppression assay was stimulated with CD3/CD28 Immunocult

. . 10ul/ml for 4 days. Suppression of T differentiated with EQ504 have greater suppressive
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assessed by CD4+CD45RA-CD25hiCD127lo. Functional outcome of Tregs were Figure 4. Differentiated naive T cells treated with the IL-17 cocktail for 7 days in the presence of Treg: In total PBMCs, EQ504 enhances Foxp3 expression and promotes |L-22
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Differentiated Tregs (iTregs) and differentiated T 17: cells were generated from * EQS504 Increases Markers of Treg Function Durlng Differentiation and CD73 compdred to those induced with Indirubin and maintain these

naive CD4 T cells using a STEMCELL kit. To induce iTregs, isolated naive T cells were CD73 CD39+TIGIT+ markers during suppression. CYPTA1 induction is also observed, further
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Figure 2. Schematic of the experimental approach to treat endogenous T,./T,17 and/or inflammatory conditions®. (B) EQ504 drives IL-10 and IL-22 cytokine release and engages (C) o o o e bout the poster please contact [eanetteampudia@eauiliumbio.con
differentiated T,,/T,17 cells. CYP1A1 genes regulated by the AhR pathway (both molecules at 100nM)
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