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Giredestrant immobilizes the Estrogen Receptor to potently suppress ER-active breast cancers
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Methods: Cell viability was determined using CellTiterGlo after 7 to 10 days of treatment. Cells were grown in (GR) method, enabling cross-cell line comparisons?. For ER western blots, cells were grown in charcoal-stripped stripped serum and ESR1 mutation status
standard, hormone-replete serum; relative IC50s are shown. treated as shown for 24 hours. ER activity levels were derived using a previously published gene expression signatures. Methods: FRAP and ERE luciferase reporter assays are conducted as in Guan, Zhou et al (2019)
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