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Abstract# 5331 Biological assessment of the virus-like drug conjugate AU-011 to
specifically target a breadth of human cancer types
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@& Collectively these data demonstrate the wide potential applicability of AU-011 to target a number of tumor types, particularly those derived from neural or epithelial lineages.

& Correlative gene expression analysis demonstrated a strong association between AU-011 activity and genes involved in epithelial-to-mesenchymal transition,
glycosaminoglycan biosynthesis/metabolism, and extracellular matrix interactions.

Expression signatures for ribosomal activity and protein translation were negatively associated with AU-011 binding and activity.

Importantly, a large portion of these tumors are accessible making their AU-011 targeting clinically translatable.



