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[Abstract] Triple-negative breast cancer is a clinically relevant term referring to a specific subtype
of breast cancers with aggressive characteristics, strong heterogeneity and shorter survival. Plenty of
studies suggest patients who are pathological complete response after neoadjuvant chemotherapy
could enjoy brighter prognosis. Currently, many agents including targeting drugs have been explored
in clinical trials, several of them have high pCR rates and show promising. In this article, the endpoint

and indication of TNBC neoadjuvant chemotherapy, as well as clinical evidence of cytotoxic agents and

- SR

targeting treatment are summarized.
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