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Figure S1  Landscape of BRCA1 and AKT1 SNVs in TNBC
Different colors indicate mutation types and domains.
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Figure S2  Characteristic mutations in different groups
(A) Frequency of mutation in top 15 mutated cancer-related genes. (B) TMB values in TNBC subtypes. (C) Proportions of TNBC subtypes in the high TMB (TMB-H) and low TMB (TMB-L) groups. Abbreviations: LAR, luminal androgen receptor; BLIS, basal-like immune-suppressed; IM, immunomodulatory; MES, mesenchymal-like.
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Figure S3  Key signaling pathways affected by TNBC-associated somatic mutations
(A) Mutation rates in DDR-associated pathways in TNBC subgroups. (B) Proportions of affected oncogenic pathways in TNBC subgroups. Abbreviations: NER, nucleotide excision repair; MMR, mismatch repair; HRR, homologous recombination repair; FA, fanconi anemia; BER, base excision repair; CPF, checkpoint factor.
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Figure S4  KEGG and REACTOME enrichment analysis of mutated cancer-associated genes in TNBC subtypes
Abbreviations: LAR, luminal androgen receptor; BLIS, basal-like immune-suppressed; IM, immunomodulatory; MES, mesenchymal-like.
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Figure S5  Mutation heterogeneity and allelic mutation frequencies in TNBC
(A) Violin plot showing MATH scores and VAF in subgroups. (B) Enriched pathways associated with clonal and subclonal genes in different immune phenotypes. Abbreviations: MATH, mutant-allele tumor heterogeneity; VAF, variant allele frequency.
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Figure S6  The composition of mutation signatures
(A) The composition of mutation signatures in different subgroups. (B) Frequencies of mutations in 15 top mutated cancer-associated genes in patients with or without signatures 3, 4, 7, 11, and 23.
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Figure S7  Bubble plots showing gene numbers and sample sizes in significant CNV regions in TNBC molecular subtypes. 
Abbreviations: LAR, luminal androgen receptor; BLIS, basal-like immune-suppressed; IM, immunomodulatory; MES, mesenchymal-like.
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Figure S8  Relationship between TNBC subtypes and clinical subgroups and impact on prognosis
(A) Relationships between TNBC subtyping and clinical grouping. (B) Association of immune phenotypes (left), PD-L1-staining (middle), and growth pattern (right) with DFS. Cox regression analysis with adjustment for age was used. Hazard ratios and 95% CIs are shown. Abbreviations: LAR, luminal androgen receptor; BLIS, basal-like immune-suppressed; IM, immunomodulatory; MES, mesenchymal-like.
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Figure S9  Proportions of patients likely to be sensitive or insensitive to specific TNBC therapy in TNBC clinical subgroups
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