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Analysis of the mutations of BRCA1 in familiar breast cancer patients

KONG Ling-ling ,CUI Wen ,WANG Xu ,et al
(College of Basic and Forensic Medicine, Jining Medical University, Jining 272067 ,China)

Abstract:Objective To analyze the mutations of BRCAl in familiar breast cancer patients of Jining. Methods
Peripheral blood samples were obtained from 8 patients enrolled from 8 breast cancer families and 10 breast in-
traductal papillomatosis as control group. The mutations of BRCA1 gene exonll were screened by the Polymerase
Chain Reaction (PCR) and DNA sequencing. Results The mutation was not found in exonl1 among these 8 famil-
iar breast cancer patients and control group. Conclusion The mutation frequency of BRCAL in familiar breast
cancer patients from Jining is obviously lower than the western country. It is important that further study be con-
ducted to explore specific mutations of this gene or other possible relevant genes in Chinese familiar breast cancer
patients.
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