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5), markers of antigen experience are predominantly found on the CD8" subset.
CD8* antigen-experienced T cells (CD103*CD39*) express higher levels of PD-
1 and TIGIT that are consistent with an “activated” or “exhausted” phenotype.
CD226 is progressively lost from the inexperienced CD103-CD39- population to
the experienced CD103*CD39* CD8 T cell population. TIGIT receptor density is
often comparable or higher on antigen-experienced CD8 T cells than on T,,.
PD-1 is consistently highest on intra-tumoral CD103*CD39* CD8 T cells.
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fully enrolled AB154 10 mg/kg + AB122 combination cohort is ongoing.
3) No subject has experienced any AB154-related SAEs or 2Gr3 AEs.
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Gene Expression: Expression of TIGIT, PD-1 (PDCD1), and CD226 on select
tumor types were derived from RNASeq in The Cancer Genome Atlas (TCGA)
database.

Immunohistochemistry (IHC): Anti-CD155 antibody (Cell Signaling
Technology, DSBA5G) was used to stain FFPE human tissues. Samples were
deparaffinized according to standard methods and heat-induced epitope
retrieval was performed using sodium citrate. Anti-rabbit HRP and DAB

TIGIT-
expressing
cell

_SSCA__
Jcos

High dose

CDSé ' AB154:

Tre TIGIT+ 3 TIGIT+ 3 TIGIT+
501 387 0.25

Conclusions
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ADCC Assay: AB154 and versions of AB154 modified to restore wild-type (WT)
IgG1 effector function or to display enhanced FcyR binding via Fc mutations
(EEF) were used in antibody-dependent cell cytotoxicity (ADCC) studies.

Mediated Killing of Activated TIGIT* CD8* T Cells also highly expressed by cancer types of interest.
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