Neo-X-Prime™ bispecific antibodies targeting CD40 and tumor antigens promote cross-presentation of tumor exosome-derived neoantigens and induce a superior anti-tumor response
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Unique mode of action of Neo-X-Prime antibodies Neo-X-Prime hsAbs promote tumor antigen uptake and cross-presentation Neo-X-Prime bsAb induces superior anti-tumor effect vs combination of monotherapies
and a broad tumor-specific immunological memory that is T cell dependent

Neo-X-Prime bsAbs deliver TAA-expressing tumor debris to antigen presenting cells
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