Tisotumab Vedotin Shows Immunomodulatory Activity Through Induction of Immunogenic Cell Death
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- Data from these preclinical models show that TV induces immunogenic tumor cell death, which can promote activation and recruitment of immune cells to the tumor.
implies greater T cell « The totality of data provides evidence for the immunomodulatory effects of TV and bolsters rationale for combining TV with immune checkpoint agents.
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Tisotumab vedotin is an investigational agent, and its safety and efficacy have not been established.
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