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Results

Introduction: Trophoblast glycoprotein 5T4 is expressed on the cell surface of multiple cancers yet sparingly

on normal adult tissues. CD137 (4-1BB) is a co-stimulatory molecule expressed by activated T and NK cells that 5T4 x CD137 TRIDENT Molecule Binding ACtiVity to CD137- and 5T4 x CD137 TRIDENT Molecule Enhances Redirected T-cell KI"Ing of 5T4-positive Tumor Cells In Vitro

support cell activation, proliferation and survival. Previously we described bispecific tumor associated antigen x 5T4-positive Cells . A . . .
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that format to generate a 5T4 x CD137 TRIDENT molecule that promotes CD137 activation in proximity to O =3 CD4/5T4 x ctrl TRIDENT & 4000. ——t < 40- s s - s -
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Methods: TRIDENT molecules were constructed comprising bivalent CD137 binding and monovalent 5T4 binding. o0 . N, E 3 207 . . - i i
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=Here we report the characterization of 5T4 x CD137 TRIDENT molecules for conditional CD137 IL-2 (top), TNF-a (middle) and IFN-y (bottom) production by T cells treated with 5T4 x CD137 TRIDENT or control TRIDENT molecules in the presence of JIMT-1 (5T4%), and JIMT-1/GF breast cancer cells (B7H3" and 5T4", stably transfected with constitutive luciferase reporter gene) mixed with pre-activated T cells at E/T ratio of 3:1. Acknowledgements
N87 (5T4"Y) or KG-1 (5T4"¢) cells following a 72-hr culture under suboptimal stimulation condition. The TRIDENT molecule concentrations used were as shown. Supernatants collected after 48-hr incubation were subject to ELISA assay to determine IFN-yand TNF-a levels.
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