CDK inhibitors reduce cell proliferation and reverse hypoxia-induced metastasis of
neuroblastoma tumours in a chick embryo model
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Supplementary Figure 2
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Supplementary figure 1:

Quantification of apoptosing cells in culture following treatment with either CDK4/6i or CDK1i.
A. BE(2)C cells B. SK-N-AS cells.

Supplementary figure 2:

H&E stained sections of SK-N-AS treated neuroblastoma tumours. Tumours are from embryos
treated with A) PBS — control for CDK4/6 inhibitor, B) DMSO — control for CDK1 inhibitor, C)
CDK1 inhibitor D) CDK4/6 inhibitor. Black arrows depict apoptotic cells within the sample.
Supplementary figure 3:

Relative mRNA levels of (A) SK-N-AS or (B) BE(2)C tumours formed from cells grown in 21% O ,
for the target genes were determined by qPCR. Cells were implanted on the chick CAM at E7
and treated at E11 and E13 with either CDK1i or CDK4/6i or their respective controls (DMSO or
PBS). At least three independent experiments (n = 3) were analysed for each condition and
mMRNA levels are displayed relative to GAPDH, UBC and HPRT1 and normalised to their
respective control PBS (CDK4/6i) or DMSO (CDK1i). Each bar in the graph represents the
normalised meant SEM of at least three independent experiments.



