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Figure 1 - Clonal evolution reconstruction workflow.

A) Quality control (QC) and data pre-processing. B) The cancer cell fractions (CCFs,
defined as the fraction of cancer cells at the given state) clustering informs the subclonal
reconstruction. C) The clone tree is represented as a truncal node giving rise to different
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- A. Sketch representing the surgery timeline. Orange arrows highlight the branched
B - evolution trajectory. B) Phylogenetic tree of tumour subclones identified through

Structural variants (SVs):

WGS and scRNA-seq. Barplots along each branch display the tissue composition
(top) and tumour cell states (bottom) present in the corresponding subclone.
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Figure 2 - Hypermutation and low clonal divergence separate GBM patients.
Number of non-synonymous mutations (A) and structural variants (B) across different ,
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Figure 6 - Example of serial evolution trajectory.

A) Sketch representing the surgery timeline. Orange arrows highlight the linear
evolution trajectory. B) Phylogenetic tree of tumour subclones identified trhough
WGS only.




