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[ Abstract] Triple negative breast cancer (TNBC), as a special molecular subtype of breast cancer, is non-
responsive to endocrine therapy or commercially available targeted therapy. It is characterized by early recurrence,
rapid progression and poor prognosis. This systemic and comprehensive overview was focused on recent progress

on molecular subtyping of triple negative breast cancer and its possible clinical value, chemotherapeutic agents and

chemotherapy regimens, and combination of chemotherapy with potential molecular targeting agents.
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