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Background Treatment With Anti-IL-27 Antibody Inhibits Tumor Growth

Casdozokitug Single Agent Clinical Activity Observed in NSCLC
Non-Squamous NSCLC _ Squamous NSCLC in the Blood of Cancer Patients

Casdozokitug Treatment Increases Circulating IFNy Levels

in Mouse Models When Tumors Reside in the Lung and Liver
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(A) Schematic of IL-27 (p28:EBI3) heterodimeric cytokine and its heterodimeric receptor, IL-27R

(IL-27RA:gp130) signaling through the JAK:STAT pathway. (B-D) scRNAseq of activated healthy quantified via image analysis. (C) CHS-381 (high-affinity anti-IL-27 mouse surrogate
human donor PBMC. (B-C) IL-27 individual subunits (p28 and EBI3, respectively) expression is
mostly restricted to cells of myeloid origin. (D) IL-27RA is expressed by immune cells of lymphoid
and myeloid lineage.
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