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Abstract Co-operative model of ER and MDC1 cistromic regulation
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Estrogen receptor a (ER) has unique regulatory activities in invasive lobular carcinoma (ILC) Example: .
cells associated with endocrine response and anti-estrogen resistance, which we linked to : 10kb : Figure 5: MNase-seq analysis of MM134 and HCC1428 cells shows differential access to chromatin. The 150mM salt fraction is
ILC-specific interaction between ER and Mediator of DNA Damage Checkpoint 1 (MDC1). gr [0-193] depicted and shows variable enrichment associated when ER, MDC1, or FOXA is depleted.
MDC1 is a cornerstone of DNA damage repair yet in ILC cells has a novel, critical role in - _.l
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