SGN-B7H4V induces immunomodulatory changes to the tumor microenvironment and pairs well with an

anti-PD1 agent in a preclinical model
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Background SGN-B7H4V Drives Antitumor Activity Accompanied by Imnmunomodulatory Changes in the TME SGN-B7H4V Shows Combination Anti-Tumor
Activity With an Anti-PD1 mAb
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