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Abstract ; Breast cancer is highly heterogeneous malignancies, closely related to the hormone. The
breast cancer can be divided into various subtypes according to its HR,Her-2 and Ki-67 status,
with the different disease-free survival,recurrence rate,overall survival and sensitivity to the
chemotherapy. Individual therapeutic strategies can be made based on the molecular subtypes,
which have achieved preliminary progress in the treatment of breast cancer. This article reviews

the progression of the treatment of the breast cancer based on the molecular subtypes.
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