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[ Abstract] Objective: To explore the status and research progress of the molecular targeted
drugs for treatment of breast cancer . Methods: To view and analyze the data of research advances
of molecular targeted drugs in the treatment of breast cancer domestically and internationally in recent
years. Results: The drugs have obvious curative effect in the treatment of breast cancer molecular
targeted drugs including anti human epidermal growth factor receptor 2(HER2)such as trastuzumab ,
lapatinib, pertuzumab and T- DM1; anti Epidermal growth factor receptor (EGFR), such as cetuximab;
other drugs with targets on vascular endothelial growth factor (VEGF) such as bevacizumab, etc.
Conclusion: Currently, many molecular targeted drugs in the clinical treatment of breast cancer,
significantly reduce the risk of disease recurrence of patients with breast cancer, prolong the survival

period of patients with advanced breast cancer, in which trastuzumab is the most successful targeted

drugs in treatment of patients with breast cancer. Molecular target therapy is an important new treatments

in treatment of patient with breast cancer.

[ Keywords ] breast cancer; targeted therapy; endocrine therapy; the HER2 drug; EGFR; VEGF
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