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Introduction Results Results (cont’d)

Triple-negative breast cancers (TNBC) 1. TNBC cell lines were recurrently selectively sensitive to perturbation of 3. TP53-effector genes also stood out
are exceedingly heterogeneous in currently druggable cell fitness networks, including nuclear export, RNA as candidate markers of TNBC
genetic mutations splicing and the ubiquitin-proteasome system. sensitivity to selinexor.
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