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[ Abstract] This article selected some hot topics discussed in San Antonio Breast Cancer Symposium in
2015, including chemotherapy, neoadjuvant chemotherapy, molecular targeted therapy and immunotherapy for

breast cancer patients, and briefly introduced several significant findings presented at the conference in order to

provide references to medical staff of breast care and improve the standardization and normalization of breast

cancer treatment in the future.
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Chemotherapy, adjuvant;

Immunotherapy;  Molecular targeted
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