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Supplementary Figure 1. Estimation of ancestry proportions per sample together with the 
superpopulations of the 1000 Genomes dataset. The leftmost panel corresponds to the samples genotyped 
in this study (n=80). The following panels correspond to the superpopulations in the 1000 Genomes Project. 
Five superpopulations are plotted, corresponding to African (AFR, blue), American (AMR, orange), South Asian 
(SAS, green), East Asian (EAS, red), and European (EUR, purple). 
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Supplementary Figure 2. Boxplot of the proportion of Amerindian ancestry among patients 
classified by genomic subtype. Each dot corresponds to a sample. The central line within each box 
represents the median value, the box boundaries represent the interquartile range (IQR), and the whiskers 
extend to the lowest or highest data point still within 1.5xIQR. 
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Supplementary Figure 3. Boxplot of total TMB for all samples classified by genomic subtype. Each 
dot corresponds to a sample, and colours represent tumour type. The central line within each box 
represents the median value, the box boundaries represent the interquartile range (IQR), and the whiskers 
extend to the lowest or highest data point still within 1.5xIQR.  
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Supplementary Figure 4. Decomposition plot of single-base substitution mutational signatures for 
all acral melanoma samples. Samples that had mutation data (116) were included in this analysis.  
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Supplementary Figure 5. Flowchart describing all analyses and steps in this work. Different colours 
represent different sections of the study, the resulting main figure from each analysis is also indicated in the 
text. 
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Supplementary Tables 

Supplementary Table 1. Clinical and molecular information for patients and samples analysed in this study. 
Clinical information, along with genomic subtype and classification, total TMB, copy number alteration 
counts, transcriptomic cluster and socioeconomic status are included. For self-reported socioeconomic 
status, the range is 1-7, with 1 being the lowest and 7 being the highest. The value of Breslow thickness 
and ulceration for metastatic samples is derived from its corresponding primary. 

To facilitate reading, this table is provided as a separate Excel file. Patient ages have been rounded down 
to the nearest 5-year interval, and all dates are reported as month/year to preserve anonymity. Access to 
the complete dataset is available upon request and subject to Data Access Committee (DAC) approval. 

 

Supplementary Table 2. Ancestry proportions for five superpopulations for samples in this study and 1000 
Genomes Project samples. The header is labelled with the inferred population from comparison with the 
1000 Genomes projects. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 3. dNdScv results of neutrality tests at the gene level. This table includes 
information on the number of substitutions of each class observed in each gene, maximum-likelihood 
estimates of dN/dS ratios for each gene, P-values obtained by Likelihood-Ratio Tests as described in 
(Martincorena et al, 2017)64 and q-values obtained by Benjamini-Hodgberg’s multiple testing correction. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 4. TERT promoter sequencing results. In the "Amplification column", 0 = not 
amplified, 1 = low amplification, 2 = high amplification, LQ = low quality. TERT status classification: 
1=mutated, 0=wild type. 

To facilitate reading, this table is provided as a separate Excel file. 
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Supplementary Table 5. Analysis of clinical, molecular and transcriptional characteristics by sex. 
Two percentages are shown in each cell, the first one is by column and second one by row. 
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Supplementary Table 6. Patients with multiple samples and their driver mutational status. For the 
analysis mentioned in the text, patients with two primaries sequenced were not taken into account, as these 
are often two fragments of the same primary. 

 

  



 11 

Supplementary Table 7. Amplification and deletion peaks found in acral melanoma samples. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 8. Cytobands, q values, location and genes contained within amplification 
peaks. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 9. Cytobands, q values, location and genes contained within deletion peaks. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 10. Amplification and deletion peaks found in QWT acral melanoma samples. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 11. Cytobands, q values, location and genes contained within amplification 
peaks in QWT samples. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 12.  Cytobands, q values, location and genes contained within deletion peaks 
in QWT samples. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 13. Amplification and deletion peaks found in driver-mutated acral melanoma 
samples. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 14. Cytobands, q values, location and genes contained within amplification 
peaks in driver-mutated samples. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 15.  Cytobands, q values, location and genes contained within deletion peaks 
in driver-mutated samples. 

To facilitate reading, this table is provided as a separate Excel file. 
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Supplementary Table 16. List of candidate genes from acral and cutaneous melanoma datasets. 
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Supplementary Table 17. Gene module identification and mean gene expression value per gene 
per RNA cluster. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 18. Gene enrichment analysis for genes in Gene Module 2 (M2), which has the 
highest expression in Cluster 1. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 19. Gene enrichment analysis for genes in Gene Module 1 (M1), which has the 
highest expression in Cluster 2. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 20. Gene enrichment analysis for genes in Gene Module 1 (M3), which has the 
highest expression in Cluster 3. 

To facilitate reading, this table is provided as a separate Excel file. 

 

Supplementary Table 21. RNA deconvolution results per sample. 

To facilitate reading, this table is provided as a separate Excel file. 

 

  



 14 

Supplementary Table 22. Multivariate logistic regression to test the association of any driver 
mutation on recurrence-free survival. 
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Supplementary Table 23. Multivariate logistic regression to test the association of cluster 
assignment on recurrence-free survival. 
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Supplementary Table 24. Log-rank test for homogeneity, any mutation on overall survival. 
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Supplementary Table 25. Log rank test of homogeneity, mutation classification on overall survival. 
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Supplementary Table 26. Cox proportional hazards analysis testing the association of any mutation 
on overall survival. 
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Supplementary Table 27. Chi squared test of independence, cluster assignment and survival, 
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Supplementary Table 28. Comparison between ASCAT and Sequenza purity and ploidy estimates. 
Samples in black font passed all QC. 

To facilitate reading, this table is provided as a separate Excel file. 

 

 

 

 




