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Characterizing intra-tumoral heterogeneity of CCNE1 amplification in ovarian cancer using digital pathology
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CCNE1 is a gene that encodes cyclin E1 and is responsible for promoting entry and progression into S phase in tandem
with CDK2'. CCNE1 amplification is a recurrent genetic alteration that has been associated with chemoresistance and
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High ~ High CCNE1 copy number amplification is associated with intra-tumoral copy number amplification is associated with intra-tumoral CCNE1 CN heterogeneity may be linked to complex chromosomal rearrangements

poor prognosis in gynecological malignancies. Specifically, in ovarian and endometrial cancers, CCNE1 amplification is A heterogenelty A
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