SGN-B7HA4V, a novel, investigational vedotin antibody-drug conjugate directed to the T cell checkpoint

ligand B7-H4, shows promising activity in preclinical models
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Figure 2. B7-H4 expression is low on immune cells, including tumor-associated * In vivo, SGN-B7H4YV leverages a clinically validated payload and demonstrates strong antitumor activity in xenograft models
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S s e e S e s A D A D0 Bt on 14 dual-stained solid tumor sections. Representative stained TNBC tumors are with uniformly high and heterogenous expression through multiple potential mechanisms including direct MMAE-mediated

L e e e e shown. (B) B7-H4 (VTCNT) RNAis very low on immune cells in BLUEPRINT cytotoxicity and bystander activity ascribed to vedotin ADCs. SGN-B7H4V also kills tumor cells by ADCC and ADCP in vitro.
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A W el T o Gl Sl G St ) i Aderests for 7o e ST oy Syt B7-H4 protein is low on innate cells (monocytes and macrophages (M®)) compared to * Altogether, these data support further evaluation of SGN-B7H4V in a planned, first-in-human phase 1 clinical study.
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