Epigenomic Characterization of ER Transcriptional Activation via Liquid Biopsy
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RESULTS

Figure 1. Comprehensive Epigenomic Profiling of Breast Cancer Cell Lines and Patient Plasma Figure 3. Widespread Enhancer Rearrangement Upon Estrogen Deprivation/Exposure Figure 4. Precede ER Dependence Index (PERDI): Assessing the Relative Intensity of ER-dependent/independent Signaling via Liquid Biopsy

BACKGROUND

Endocrine therapies (ET) are a cornerstone
treatment for estrogen receptor-positive
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