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screened againSt solid tumor lines from mU|tip|e Indications with Figure 1: EDIT-202 cells express high levels Figure 2: Maturation marker levels correlate with Figure 3: Expression of EGFR and HER2 vary considerably across different cancer cell lines Figure 4: Cryopreserved EDIT-202 cells demonstrate
different antibodies of maturation markers such as KIR, more potent NK cell activity activity against multiple solid tumor cell lines
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e To determine the IC.,, a 3D tumor spheroid-killing assay was used with SKOV-3 target cells. Killer
cell immunoglobulin-like receptor (KIR) and perforin levels were correlated using linear regression CONCLUSIONS
analysis. Non-linear regression anal_yS|s was used t_o correlate KIR and perforin levels with 1C,. e EDIT-202 cells:
e Flow cytometry was usgd to determine the expression levels of gpm!ermal growth factor receptor » Display a mature phenotype, which is correlated with potent killing of tumor cells
(EGFR) and human epidermal growth factor receptor 2 (HERZ) in different cancer cell lines. A « Can be cryopreserved and still maintain their potent killing activity after thawing
biosimilar (trastuzumab or cetuximab) antibody was used to bind the indicated antigen and a « Demonstrate significantly better cytotoxicity and IFN-y secretion when combined with an ADCC-enabling antibody and target cells that express sufficient levels of antigen
conjugated secondary antibody (AF488) was used to bind the biosimilar antibody. e Showed cytotoxic activity against ten different cancer cell lines from four different tumor types, using two different antibodies

e Cryopreserved EDIT-202 cells were plated with the indicated target cell lines and incubated for
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