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Supplementary Figure 3: No difference in signalling through different stimuli between PAK4 KO and WT cells. a, We
collected RNA and sequenced cells treated with Wnt-3a at 200ng/mL for 8 hours. Scatter plot of the log2FPKM expression of all
genes between untreated (X axis) and treated (Y axis) cells for each of the different PAK4 KO clones. To visualize that the
same genes that change upon Wnt-3a stimuli in KO cells, also change in WT cells, we coloured them in red (up-regulated) and
blue (down-regulated). b, Cells were treated with TNF at 100ng/mL for 6 hours before extracting RNA for sequencing. As in a,
showing scatter plot of the log2FPKM expression of all genes between untreated and treated cells. TNF does not affect the
transcriptome of B16 PAK4 KO cells. c, We collected RNA and sequenced cells treated with IFNg at 100ng/mL for 6 hours.
Principal component analysis reveals that there are no differences in IFNg signalling between PAK4 KO and WT cells as both
fall in the same position of the PC1 axis which explains the effect of adding IFNg.

a

b

c


