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Overview of BRCA-related breast cancer and its

research progress in Chinese population
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Abstract: Breast cancer is the most frequently diagnosed cancer in Chinese women, and BRCA mutations occur
frequently in breast cancer. Knowing the characteristics of breast cancer (BC) in Chinese women who carry a
BRCA1/2 mutation and then establishing the preventive and curative criteria, will be beneficial to the prevention and

treatment of breast cancer. For this reason, the characteristics of BRCA-related breast cancer and its research

progress in the Chinese population were reviewed.
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