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Figure 5 | Comparison of breast and serous ovarian carcinomas.

a, Significantly enriched genomic alterations identified by comparing
cancers. b, Inter-sample correlations

(yellow, positive) between gene transcription profiles of breast tumours

(columns; (D 2 r2nged by subtype) and profiles of cancers from
various tissues of origin (rows; external “TGEN expO’ data set, GSE2109)

including ovarian cancers.
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