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Abstract KIR x ICOS CD8 Treg Modulator shows target-specific binding and signaling activity After multiple doses of KIR x ICOS CD8 Treg Modulator, the presence of human immune cells
Here we present an Fc-based bispecific CDS8 Treg modulator that binds (A) Octet binding of Modulator (B) Modulator binding in a-CD3 stimulated healthy PBMC (C) Modulator activity on ICOS bioluminescent reporter line in penpheral blood of CD34+ NSG-Tg(Hu-IL-]'S) mice remains consistent with vehicle group
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Through In VltrO, ex VIVO, and In VIVO evaluatlons In humanlzed mouse Figure 1 A) Binding profile of KIR x ICOS Treg modulator by Octet demonstrating ICOS binding capacity after KIR is engaged. B) Binding on healthy human PBMC stimulated with anti-CD3 shows - : : s : : o :
preferential binding to CD8 Treg and CD4 T cells. C) The Modulator induces signaling in an ICOS reporter cell line at levels similar to monovalent anti-ICOS and at lower levels than bivalent anti- Figure 6 Frequency of human immune cell subsets were assessed at baseline Day 1, Day 15, and Day 29 in peripheral blood following

mOdEIS, we assessed binding, SpECiﬁCity, and function of the KIRxICOS weekly IV administration of vehicle or KIR x ICOS CD8 Treg modulator at 5 or 50 mg/kg. Total hCD45, CD3, CD4, CD8 T cells, NK
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treatment. Intestinal organoids from Crohn’s disease patients show decreased antigen-induced epithelial cell death with treatment. Intestinal biopsies were provided by Dr. James Lord at the

Benaroya Research Institute in Seattle, WA. Figure 8 Detection of CD69+CD25+ and ICOS expression was  Figure 9 Blood collection for serum in BALB/cJ mice was staggered as

assessed in peripheral blood of CD34+ NSG-Tg(Hu-IL-15) n=3 mice per timepoint, according to IACUC approved protocol. Data
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(A) CD8 Treg Modulator dose titration study design in acute GvHD (C) Modulator affects CD8 Treg prevalence and cytolytic capacity N \
represent individual animals.
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