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1 — Universal anti-P329G antibody platform for cancer SPR: Adjusted sensorgram, anti-P329G IgG binding 2 —P329G immune cell engagers with various MoA show In vitro efficacy
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Figure 2. Various tumor/antigen-targeted P329G-mutated adaptor IgGs can be recognized by a range of P329G-Engagers with various modes of action. P329G-T Cell Bispecific
(TCB), P329G-Innate Cell Engager (ICE), P329G-Costimulator CD28, P329G-IL2v Immunocytokine and P329G-Chimeric Antigen Receptor Jurkat cells (CAR-J) all show dose-dependent

efficacy in assays relevant to their respective mode of action.

Figure 3. Universal P329G-TCB induces T cell activation upon P329G IgG binding to various tumor targets. Jurkat NFAT Luc reporter cells were co-cultured with several cancer cell lines in presence of tumor-targeted adaptor IgG and adaptor-
targeted universal TCB, direct TCB, or non-binding antibodies (IgG or TCB). Upon 6h incubation, a dose-dependent T cell activation was observed for all targets.
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Figure 4. Universal P329G-TCB induces T cell-mediated tumor cell lysis. Cancer cell lines HelLa (cervical carcinoma) and g | 4 | armed TCB formats, and low vs. medium vs. high TAA expression on target cells. A) Pictograms of tested antibody formats. B) Example

MKN-45 (gastric carcinoma), engineered to express a fluorescent protein NucLightRed (NLR), were incubated with primary T Target:CD3 Target:CD3 theoretical target.CD3 engagement ratios dependent on the specific combination of adaptor IgG and TCB formats. C) CD3/NFAT Jurkat T cell reporter ' Universal P329G-Engager platform can be utilized for a wide array of solid
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cancer cells labelled in red, T cells unlabeled; B) Tumor cell lysis in presence (0.5 nM) or absence (0 nM) of the TCB.




