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Jessica Teh: jessica.teh@arvinas.com + NRAS copy number gain was identified in one cell line (4A8)

MCF7 cells were transduced with either a control empty lentivirus (CTL) or lentiviruses expressing human EGFR or NRAS.

ESR1: Estrogen Receptor 1; CRBN: cereblon; NRAS: Neuroblastoma RAS viral oncogene homolog EGFR: Epidermal Growth Factor Receptor, NRAS: neuroblastoma ras viral oncogene homolog, CTL: Control, nM: nanomolar CRBN: cereblon; KO: Knockout; SEM: Standard Error of the Mean; Mean of 3 independent experiments.
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