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Supplementary Figure S5: miR-19b confers apoptosis resistance in EGFR mutant
NSCLC cells. a Representative examples of dot plots and densitometric plots of PC9 cells
transduced with GFP/anti-miR-19b (amiR19b) or GFP/anti-miR scramble control (ascr) in
the presence (TNFa+ActD) or absence (cRPMI) of an apoptotic trigger. GFP-positive cells
were analysed for Annexin V / propidium iodide (Annexin V / PI) by flow cytometry. b
Percent Annexin V-positive, Pl-positive and AnnexinV/Pl-negative cells of three EGFR

mutant NSCLC cell lines in the presence or absence of an apoptotic trigger (n=3).



