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[ Abstract] Human epidermal growth factor receptor 2( HER2)-positive with hormone receptor ( HR ) -positivebreast
cancer is considered as a relatively special type of breast cancer due to its differences in molecular function, biological
process, signaling pathway, clinical behavior, treatment sensitivity and intrinsic biology from other molecular subtypes
of breast cancer. At present, there are many controversies and uncertainties in the selection of treatment strategies for
HR-positive/HER2-positive breast cancer. How to choose a treatment strategy with better efficacy, higher safety and
better accessibility is an issue that needs to be explored at present and in the future for a long time. In this paper, the
relevant data of patients with HR-positive/HER2-positive breast cancer in multiple clinical studies in neoadjuvant and
adjuvant therapy settings will be analyzed to find out the particularity of HR-positive/HER2-positive breast cancers, so
as to provide a basis for the development of more suitable individualized treatment strategies.
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44 f5i] , 25 Z KM BGIE . 1h 2 Bk PR /RN
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