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N M300 FAP X LTBR BISPECIFIC ANTIBODY IN VIVO PROOF OF MECHANISM TLS FORMATION IN VIVO

Therapeutic human FAP X LTBR bispecific antibodies were identified following an A mouse surrogate M300 FAP x LTBR bispecific antibody was used to study mechanism The ability of M300 to induce the formation of TLS and inhibit tumor growth in vivo
extensive screening campaign combining LTBR and FAP binding arms on an of action in vivo. Effects on tumor growth inhibition, HEV formation and changes in was determined using a mouse lung cancer model driven by RAS mutation.
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