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Figure S1. Cell cycle modulation by CIGB-300 and CX-4945 in NCI-H460 6 h, 24 h and 48 h post-treatment. The
arrows indicate representative accumulation of cell population in comparison with untreated cells. DNA signals
of death cells were excluded from the panel. Dean-Jett-Fox mathematical model was used for the analysis of cells
in each phase of cell cycle.



