High-throughput screening identifies proteasome inhibition as promising strategy for treatment of ALK mutant neuroblastoma
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Figure Supplemental Legends
Figure S1: Dose-response curve of ceritinib/LKD378. Dose-response curve of ceritinib/LDK378 showing cell viability compared to control on the y-axis and dose in nM along the x-axis. ALK-mutatant samples are shown in green and wildtype samples are shown in grey.
Figure S2: Effect of ixazomib on cell viability. Cell viability was assessed using crystal violet staining 72 hours post DMSO or ixazomib treatment. (Above) representative images and (Below) quantification of crystal violet staining. White bar indicates DMSO control and dark bar is ixazomib treatment (grey for wildtype and green for mutant; n=3).
Figure S3: Cell death after ixazomib treatment. A Dot plots of Annexin V/PI staining visualized 72 hours post DMSO or ixazomib treatment. Annexin V was visualized using the FITC channel and PI using the EDC channel. Quantification is shown in Figure 2B. B DNA damage was assessed 48 hours post treatment with DMSO or ixazomib. Images show fixation and staining of slides with DAPI, γH2A.X and Ki67 (n=3). Size bars indicate 20 µm. Quantification is shown in Figure 2D.

