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	AKT1
	Constitutively active Akt1 negatively regulates DNA repair processes, creating a BRCA1-deficient phenotype without BRCA1 mutations1. AKT1 c.49G>A (p.Glu17Lys) was reported in 3% of primary breast cancers, exclusively ER-positive2. Notably, the UM sample with the c.49G>A variant had also an excessive load of DNA copy number alterations, reflecting the deleterious effect of this variant on the genome1 (Supplementary Figure 6).

	CBFB
	Forms a transcriptional complex with RUNX1 and is involved in the regulation of translation3. Inactivating pathogenic variants have been associated with ER+ and lower grade tumors4.

	CDH1
	Tumor suppressor, regulates cell adhesion, prevents invasion and metastasis. Truncating variants are common in breast tumors and associated with the lobular histological type5.

	MAP3K1
	Involved in regulation of proliferation, growth and apoptosis, loss of MAP3K1 can render cells insensitive to death-inducing signals6.

	MED12
	Regulates RNA polymerase II transcription and gene expression7. MED12 regulates signal transduction through the Wnt/β-catenin pathway through direct interactions with β-catenin8. MED12 pathogenic variants were observed in malignant phyllodes tumors and fibroadenomas with a greater frequency in the latter. Pareja et al., described MED12 pathogenic variants as early events and when followed by additional activation of oncogenes or inactivation of suppressors can cause malignant progression9. 

	NCOR1
	One of the most frequently mutated genes in breast tumors, element of the chromatin remodeling complex found to repress ER-mediated transcription10.

	RAD50
	Involved in DNA damage response as a part of the Mre11-Rad50-Nbs1 complex11. Germline RAD50 c.2165dup p.Glu723fs variant was reported in patients with early-onset familial breast cancer12.

	RB1
	Tumor suppressor, coordinates cell cycle via several pathways, its loss deregulates cell cycle progression and is associated with genomic instability13.

	TBX3
	Regulates normal mammary gland development, truncating variants have been observed in breast tumors4,10. In ductal carcinoma in situ high TBX3 expression is associated with progression from benign to invasive state14.

	TSHR
	Thyroid-stimulating hormone receptor involved in endocrine regulation of cell proliferation and differentiation. Thyroid hormone activity is associated with breast cancer risk. Breast cancer cell-based studies revealed thyroid hormone implication in ER regulation through MAPK kinases15. 
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