SGN-B6A Induces Immunogenic Cell Death as an Additional Mechanism of Action
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Vedotin Antibody-Drug Conjugate SGN-B6A

Vedotin ADC-induced Immunogenic Cell Death

ADCs linked to MMAE induce cell killing in a manner consistent with

SGN-B6A Induces ER Stress In Vitro

The Endoplasmic Reticulum (ER) is a key organelle that has evolved complex signaling cascades to help

SGN-B6A Recruits Effector Cells In Vivo
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Activated T-cell

Figure 7. SGN-B6A induces upregulation of human chemokine and type | IFN response genes in HPAFII
xenograft tumor cells. HPAFII tumors in nude mice were treated with a single dose of 3 mg/kg SGN-B6A,

Figure 9. SGN-B6A recruits mouse CD11-expressing APCs to HPAFII xenograft tumors. HPAFII tumors
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