	S3 Table. Description of GAME-ON DRIVE Consortium studies participating in this analysis.

	Study (Reference)
	Country
	Case Ascertainment
	Control Ascertainment
	Genotyping platform
	Cases
	Controls

	ABCFS/kConFab [1]
	Australia
	Recruitment through cancer registries in Victoria and New South Wales
	Recruitment from the electoral rolls in Melbourne and Sydney matched to cases by age in-5 year categories
	Illumina 610k
	282
	285

	BBCS  [4]
	UK
	Recruitment through cancer registries and clinics in the UK, predominantly bilateral cases
	WTCCC2: 1958 Birth Cohort + UK National Blood Service
	Illumina 370k (cases) Illumina 1.2M (controls)
	1609
	5190

	GC-HBOC  [12]
	Germany
	BRCA1/2 mutation negative cases from University Clinics in Cologne and Munich
	KORA (Cooperative Health Research in the Region Augsburg)
	Affymetrix 5.0k (cases) Affymetrix 6.0k (controls)
	634
	477

	MARIE  [20]
	Germany
	Random sample of cases from the MARIE study, but restricted to ductal and lobular carcinomas and oversampled for lobular (about 2:1)
	KORA (Cooperative Health Research in the Region Augsburg)
	Illumina 370k (cases) Illumina 550k (controls)
	708
	470

	HEBCS  [14] [39]
	Finland
	Unselected cases plus additional familial cases from Helsinki University Central Hospital
	Population Controls from the NordicDB, a Nordic pool and portal for genome-wide control data
	llumina 550k + 610k (cases) Illumina 370k (controls)
	810
	1012

	SASBAC [14]
	Sweden
	Population- based case control study of postmenopausal women
	Population- based controls frequency matched by age to cases
	Illumina 317k+240k (cases) Illumina 550k (controls)
	790
	756

	UK2 [40]
	UK
	UK cancer genetics clinics + oncology clinics
	WTCCC2: 1958 Birth Cohort + UK National Blood Service
	Illumina 670k (cases) Illumina 1.2M (controls)
	3628
	5190

	DFBBCS [41]
	Netherlands
	BRCA1/2 mutation negative familial bilateral breast cancer patients selected from five clinical genetics centers; Erasmus University Medical Center/Daniel den Hoed, The Netherlands Cancer Institute, Leiden University Medical Center, University Medical Center Utrecht, and VU University Medical Center.
	Controls were from the Rotterdam study, and are 55 years or older at the time of inclusion. For this study females were selected and breast cancer cases were excluded.
	Illumina 610k (cases) Illumina 550k (controls)
	464
	3265

	BPC3 [42]
	US/Europe
	Estrogen Receptor negative cases from population based cohorts within the Breast and Prostate cancer cohort consortium (BPC3)
	Individually matched within cohorts in BPC3
	Illumina 660k+550K+317k
	2188
	25519

	Early-onset Breast Cancer GWAS [43]
	US/Europe/ Australia
	Population-based subjects were recruited from eight sites, some of which oversampled cases with a personal or family history. Eligible cases were non-Hispanic White women diagnosed with invasive breast cancer when 51 years or younger and not known to carry pathogenic mutations in BRCA1 or BRCA2.
	Eligible controls were non-hispanic white women aged 20-51 years without a history of breast cancer, who were identified largely by random-digit dialing.
	Illumina 610k + Cyto 12)
	3523
	2702

	SardiNIA (N/A)
	Italy
	 N/A
	 N/A
	Affymetrix 500k (cases) Affymetrix 6.0k (controls)
	1367
	1659

	GAME-ON=Genetic Associations and Mechanisms in Oncology. DRIVE=Discovery, Biology, and Risk of Inherited Variants in Breast Cancer. N/A=no data were available.
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