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Supplementary Figure 1. Distribution of clinical conditions according to hepatoblastoma risk stratification.
The y-axis represents the number of patients in each group (low, intermediate, and high risk). There is a tendency of
patients with risk of HB present cranial defects than the ones with kidney defects (marginally significant p-value of

0.10 from fisher exact test).
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Supplementary Figure 2. CNV profiles of the three clinically relevant copy number changes observed in
Patients P19, P21 e P28. Detected CNVs are presented in each case showing the exome data (NGS) above and the

CMA validation (aCGH) below. Images were extracted from the software Nexus Copy Number 9 (Biodiscovery).



A) a pathogenic aneuploidy (the gain of an entire chromosome Y, in blue) identified in P19, resulting in a XXY
molecular karyotype.

B) and C) shows the CNVs at the 15q11.2 recurrent region detected in P21 (deletion, in red) and P28 (duplication, in
blue), respectively; in the CMA data, at left is depicted the entire chromosome 15 and, at right, thel5q11.2 region in

detail.
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Supplementary Figure 3. Somatic acquisition of loss of heterozygosity (LOH) at 11p in P21’s tumor.

In the three images, CNV data is plotted in the upper panel, and the lower panel presents the BAF plot. The first
image shows the chromosome 11 profile derived from exome data (NGS) of a genomic sample extracted from the
blood of Patient P21; it is possible to verify the presence of heterozygosity in the BAF plot. The two images below are

identified



as Tumor and they present exome (NGS) and SNP-array (SNP-a) data obtained from a tumoral sample of the Patient
21, evidencing the occurrence of a somatic event of 11p LOH in the BAF plot (purple colored segment). Images

were extracted from the software Nexus Copy Number 9 (Biodiscovery).



