Abstract #1037: Association of C-MYC, MYC target gene, and unfolded protein response (UPR) expression with clinical benefit from the oral aurora kinase A
(AURKA) inhibitor, alisertib (A), in combination with paclitaxel (P) compared with P alone in patients (Pts) with HER2-negative metastatic breast cancer (MBC)
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Background Conclusions: Results

AURKA is a key regulator of the mitotic spindle, G2/M checkpoint and epithelial-
mesenchymal transition?.
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