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Results — PD-1 Receptor Occupancy Results — NeoEpitope (NeoE)-Specific T Cells

Complete PD-1 Receptor Occupancy Observed Following AB122 NeoE-Specific T Cells Expand in Response to AB122, as
Dosing in the Monotherapy Trial Characterized With ImPACT™ |solation Technology
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Antigen-experienced T cells express high levels of immune checkpoint proteins, including
programmed cell death-1 (PD-1) receptor. Preclinical and clinical data support the role of PD-1
and its ligand, programmed cell death ligand 1 (PD-L1) in cancer immunotherapy. AB122 is an
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displayed by highest to lowest predicted binding affinity (bottom plot, x-axis) as well as the
clonality/prevalence of tumor cells expressing the mutated neoantigen (y-axis, bottom plot).
Green circles represent clonal mutations; red circles indicate sub-clonal neoantigen mutations.
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different cancers using the ImPACT™ technology.

Determination of PD-1 Receptor Occupancy (RO): Total CD3* lymphocytes, CD3*CD8*
cytotoxic T-cells and CD3*CD8- (CD4 T cells) were identified by surface staining using flow
cytometry. Within the T-cell subsets, PD-1 receptor occupancy was determined from isolated,

Figure 4. Comparable PD-1 receptor occupancy on T-cell subsets in whole blood was
observed Iin an ongoing AB928 dose-escalation + AB122 combination trial. All subjects
received 240 mg Q2W of AB122. Subjects also received once daily dosing of AB928: Subjects
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cells was observed in all cohorts of the AB122 monotherapy trial.

e In collaboration with PACT Pharma, an expansion of patient-specific NeoE T cells
was observed following AB122 administration.
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Capture of neoE-specific CD8 Figure 5. Representative flow cytometry plots for the identification of T-cell subsets and their

=) T cells from patient blood that respective frequencies of Ki-67* cells in AB122-dosed patients (top panel). Frequency of Ki-
bind speciiically to neoE-FilA 67* cells within the CD8* and CD4* (identified as CD3*CD8) lymphocyte subsets was
Slligs determined on all subjects shown at baseline (day 1) and 15 days post-AB122 e Longitudinal immune monitoring of neoE-specific T cells from blood by imPACT™

administration. Data are represented as a fold change in the frequency of cells between the analysis holds potential to establish when and how patients respond to treatment
two timepoints (bottom plot). Subjects A-C (80 mg Q2W), subjects D-1 (240 mg Q2W) and with immunotherapy agents.
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