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Breast cancer is the most common malignant cancer typg among women. Annually, .two million
new cases are diagnosed, most of whxch are expressing EBa. ERa molegules induce the
formation of super-enhancers (SEs), which are cluster; Qf putatlve enhanpers in close genomic
proximity and associated with various histone mod'lﬁc.atlons. By having higher density of
franscriptional regulators, they could increase transcriptional output of many genes, such as
CUEDCT. Activation of the latter is required for proliferation of breast cancer cells. However,
SEs’ role in cancer is still under investigation. Here, we are seeking a genomic characterization
of the ERa-driven SEs in the breast cancer-driven MCF-7 cell line. For this, MCF-7 cells were
cultured and treated with estradiol (E2) 100 pM. Then chromatin immunoprecipitation (ChiP)
assays were conducted and coupled with gPCR. ERa and H3K27 acetylation fold enrichment
of four selected SE constituents, located at the CUEDC1 gene region, were evaluated in
E2-treated cells over control. Our study demonstrates that after estradiol treatment and within
a SE region, one enhancer, called mother enhancer, has stronger activity than the others,
known as daughter enhancers. At the same time, presence of the mother enhancer is not only
detgctgble prior to any specific treatment, but also its activity is significantly higher after
:grl]\qlztltt)nuwuth estradipl. This is due to the presence of a strong, canonical estrogen response
b cr]aﬁtl prt])'n rfzstradxol treatment, H3K27 acetylation |§vels at the mo’Fher enhanger region are
b Opeg a:?d er than those' at' daughter enhancer regions as ERa-dnvgn SE region becomes
ey ﬁndinmor; t.ransonptlonal regulators are rgcrunted. Our Ipractloal rgsult ‘cc.)nforms'to
tools. Hengs tfguss ( ?Josutk D et all NAR, 2016) which were pbtalned by using bioinformatics
Mechanisme t'h : study 'm|ght give a better understanding for one of ERa molecular

atare associated with high risk of breast cancer.
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