Silibinin suppresses EMT-driven erlotinib resistance by reversing

the high miR-21/low miR-200c signature in vivo
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Supplementary Figure 1. Tumor growth (leff) and mutational analysis of the EGFR gene (right) in erlotinib-responsive PC-9 (WT)
parental cells and erlotinib-refractoryPC-9/Erl-R derivatives.



