University of Texas Southwestern Medical Center: NSCLC Cell Lines with Loss of SMARCA4 Expression are Hypersensitive to Inhibitors of Aurora Kinase A
[bookmark: _GoBack]A genome-wide siRNA screen was employed to identify genes that were selectively toxic for a non-small cell lung cancer (NSCLC) cell line that lacked expression of SMARCA4, but were not toxic in non-cancerous immortalized human bronchial epithelial cells lacking SMARCA4 expression. Among the selectively toxic genes were several mapping to the molecular machinery regulating activity of Aurora kinase A on the mitotic spindle. NSCLC cell lines lacking SMARCA4 expression were found to be hypersensitive to inhibition of Aurora kinase A with five different Aurora kinase inhibitors and this sensitivity was confirmed to occur in xenografts of a sensitive and non-sensitive cell line in mice.
Primary data for this work is in the Supplementary Data of the manuscript or under GEO accession number GSE32036.
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