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Figure 1. Shared and unique somatic variants across tumour samples. A, Number and B, proportion 

of somatic SNVs identified as shared in at least the number of samples indicated on the X-axis. C, 

number of somatic SNVs identified as unique in each sample. D, Number and E, proportion of somatic 

SVs identified as shared in at least the number of samples indicated on the X-axis. F, Number of 

somatic SVs identified as unique in each sample. 
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Figure 2. Molecular subtypes and stem cell characteristics of tumour clones. A, Molecular subtypes 

of samples were identified based on the criteria defined in previous studies [1]. p-values (pVal) shown 

are considered significant at <0.05 (dark blue). * indicates clones with non-significant (no colour) or 

borderline results (light blue) indicating a potential mixture of classical and mesenchymal subtypes. 

B, Expression levels of stem cell associated genes were determined using RNAseq data. 
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Figure S3. Comprehensive genomics analyses of tumour samples. A, Broad whole chromosome copy 

number analysis from whole genome sequencing indicates chromosomes 10, 13, and 22 have loss of 

heterozygosity through an early whole chromosome deletion event leaving just one of the 

chromosomal pairs. Chromosome 16 is altered through loss in most of the cell line samples. 

Chromosomal copy number is generated from the copy number state that affects the majority of bases 

for that chromosome. B, Gene copy number analysis of tumour clones based on whole genome 

sequencing. C, Gene expression fold change across the tumour clones along with the aspirated 

tumour tissue (Aspirate), and surgically resected tumour tissue (Tumour). Log2 expression values 

were normalised to normal cortex tissue (Cortex). 
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Figure 4. Drug screens identify unique sensitivities of tumour cells. Cells were treated with 14 

different compounds at 1 uM concentration and cell viability was tested 3 or 6 days after the treatment 

using MTT assay. 
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