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‘ Background - Breast cancer is the most common malignancy in women, with 1 in 9 expected to develop the disease in the UK. Many cases express the
estrogen receptor (ER), a transcription factor that controls proliferation and transformation of breast cells. Conventional hormonal therapies, such as
Tamoxifen, act to inactivate the ER and are initially successful. However, most malignancies develop resistance to Tamoxifen, and with limited second-line
therapy options, many are fatal. There is an urgent need, therefore, to identify new targets for advanced disease treatment.
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