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INTRODUCTION RESULTS

* HER3 is expressed on the cell surface of multiple solid tumors including breast cancer and non-small cell lung EO-1022 with Site-Specific Conjugation is Highly Stable with Homogenous DAR 4 and Exhibits EO-1022 Induces Anti-Tumor Activity and Robust Tumor Growth Inhibition in

cancer (NSCLC), and is often associated with poor prognosis! Minimal Free Payload in Human Serum HER3-Expressing in vivo Models
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