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Figure 3. PBMC from a healthy donor were incubated with KIRXCDS bispecific CD8 Treg Modulator and binding of the antibodies to different cell populations was detected OB TIoY ey et omaike) prwmd

using an anti-human 1gG1 Fc secondary antibody. Healthy donor CD8 Tregs were incubated with the KIRXCD8 bispecific CD8 Treg Modulator for 3 days and then CD8 Treg
activation was determined by gating on CD8 Treg with non-blocking KIR2D and CD69 antibodies. KIRXCD8 bispecific CD8 Treg Modulator binding to NK cells was evaluated
over a range of doses, and NK cell activation measured following incubation with KIRXCD8 bispecific CD8 Treg Modulator or KIR single arm control antibody.
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selectively binds and activates CD8 Tregs to restore cytolytic
Figure 5. Image of an organoid generated from a duodenal biopsy from a Celiac patient that was cultured for ten days in a collagen matrix in the presence of essential growth ) . . ) )
factors. Organoid were treated, harvested following culture, and processed for flow cytometry. Gliadin peptide stimulation activated CD4 T cells and increased epithelial cell death function towards pathogenlc CD4 T cells in Celiac and Crohn's

that was reduced with the addition of CD8 Treg Modulator. CD8 Treg Modulator treatment also expanded CD8 Tregs within the organoid culture. dOﬂOF derived PBMC
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