Discovery of HMPL-A251, a first-in-class HER2-directed antibody-targeted therapy conjugate (ATTC) with a novel PI3K/PIKK inhibitor payload
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INTRODUCTION RESULTS

* Although toxin-based ADCs have revolutionized cancer therapy, their long-term use remains hindered by
severe toxicities that mirror those of their cytotoxic payloads. These safety challenges further limit their
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combination potential with chemotherapy, highlighting the need for innovative payload design!. A Inhibition of PAM Pathway B Inhibition of PIKK Pathway C DNA Damage Evaluation by Comet Assay A HCC1954 B SK-0V-3 A PK profile of HMPL-A251 following a single intravenous administration in cynomolgus monkey
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