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WFFER R OMEL (F£30) : Core needle biopsy specimens were obtained from sixty cases of
primary breast cancer before and 18-24 hours after the first cycle of neoadjuvant epirubicin
plus cyclophosphamide treatment. Nuclear focus formation of DNA damage repair proteins,
BRCA1-, gH2AX-, or Rad51, was immunohistochemically analyzed and DNA damage
response competence was evaluated as DDR score. A high DDR score significantly
correlated with low tumor response to EC and EC + docetaxel whereas other
clinicopathological factors analyzed did not.
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