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Factors implicated to radioresistance of breast cancer and their possible roles
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[ Abstract] Radiotherapy plays an important tole in the management of breast cancer. The
recurrence of breast cancer after radiotherapy is considered to be related with radioresistance in breast
cancer cells. Various factors, extranuclear and intranuclear, such as insulin-like growth factor-1 receptor,
phosphatidylinositol 3-kinase pathway, epidermal growth factor, human epidermal growth factor receptors,
p53, c-etb B2, Bcl-2, BRCA1, BRCA2, telomeres and gene expression signature, that have been

implicated to influence the radiation response.
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