ENFORTUMAB VEDOTIN INDUCES IMMUNOGENIC CELL DEATH, ELICITS ANTITUMOR IMMUNE MEMORY, AND SHOWS ENHANCED PRECLINICAL
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Background EV induces immunomodulatory changes in mouse xenografts EV+anti-mPD-1 changes the tumor microenvironment EV+anti-mPD-1 induces robust antitumor activity
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