Deciphering the functional role of RIPK4 in melanoma
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FIGURE S1 Frequency of mutations in RIPK4 in human melanoma obtained from cBIOPortal. The

Cancer Genome Atlas (TCGA) was queried for mutations in the RIPK4 gene. Shown are the frequencies

of mutations for all datasets, out of 447, in which mutations in RIPK4 were identified
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FIGURE S2 Effect of siRNA down-regulation of RIPK4 on cells proliferation. (a), Cell cycle profiles 72 h
after transfection on WM266.4 and A375. (b) cell proliferation by cell counting
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FIGURE S3 Architecture of F-actin and vinculin 48 h after

transfection WM266.4 cells with neg.si (scrambled control,
upper left), RIPK4.sil (upper right), and RIPK4.si2 (lower left)

RIPK4.si1

25 prn
RIPK4.si1

FIGURE S4 Architecture of F-actin and vinculin 48 h after
transfection A375 cells with neg.si (scrambled control, upper

left), RIPK4.sil (upper right), and RIPK4.si2 (lower left)
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FIGURE S5. Motile activity corelates with p-p65 levels in melanoma cells after PMA treatment. Cells
were treated with PMA or DMSO for (a) 2 h or (b,c) 48 h. ** P < 0.001



