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Research status of BRAF gene in the occurrence,development and treatment of breast cancer
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Abstract: Although many current comprehensive treatment schemes have significantly improved the prognosis of breast cancer patients,
especially the clinical application of targeted therapy has greatly improved the survival rate of patients,the incidence and mortality of female
breast cancer at home and abroad in recent years is still on the rise. With the development of precision medicine,the study of genes that may
lead to the occurrence and development of breast cancer has become a clinical hot spot. It is known that high expression of the epidermal
growth factor receptor (EGFR) gene in breast cancer signals a poor prognosis. At the same time, it has also been suggested that mutation of
v-raf murine sarcoma viral oncogene homolog Bl ( BRAF) gene,as a downstream gene of EGFR ,is associated with the occurrence of breast
cancer. Therefore, this article reviews the recent research progress on BRAF gene mutation and the occurrence,development and treatment of
breast cancer.
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