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* Bispecific antibodies (bsAbs) redirecting 4-1BB agonistic activity to the tumor microenvironment were shown to potently
d - d ol T I I I enhance antitumor immune responses in preclinical mouse models?!-2.
I I l e I a_t eS C O n I t I O n a I = C e « EpCAM is highly expressed on the surface of tumor cells and accessible for antibody binding in many solid tumor types of o e ness
epithelial origin, whereas in healthy epithelia EpCAM is largely shielded by tight junctions34. * -

. - * DuoBody-EpCAMx4-1BB (BNT314/GEN1059) is an Fc-inert bsAb that is generated by controlled Fab-arm exchange
co-stimulation and

(DuoBody platform) of an EpCAM-specific human IgG1 antibody and a 4-1BB-specific humanized IgG1 antibody (Fig 1).

* DuoBody-EpCAMx4-1BB binds to immobilized recombinant human EpCAM and human 4-1BB with affinities (K) of 56 nM _ . -
. Figure 1: Generation of DuoBody-EpCAMx4-1BB by controlled Fab-arm exchange. _ N N o o o 4 _
. . . and 0.12 nM, respectively. Figure 2: DuoBody-EpCAMx4-1BB exhibits conditional 4-1BB agonistic activity via cross-linking v’y Cytokines
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