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Supplementary Fig. S6. Enrichment analysis of mutated genes across genomic subtypes. A-C,
Enriched KEGG pathways (A), Reactome pathways (B), and GO biological processes (C) in MH vs.
WT. D, GO biological processes enriched in MH vs. SH. E, F, Reactome pathways (E) and GO
biological processes (F) enriched in SH vs. WT. KEGG, Kyoto Encyclopedia of Genes and

Genomes; GO, Gene Ontology; BP, biological process.



