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Abstract : Triple-negative breast cancers (TNBC) usually present higher histological grade ; are
highly invasive and prone to metastasis at the early stage. TNBC are often not sensitive to en-
docrine therapy and HER2-targeted therapy. So it is crucial to accurately identify novel therapeu-
tic targets and to develop new targeted drugs for TNBC. In this paper,the molecular classification

and targeted therapy of TNBC are reviewed.
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FUBR IR A0 R R 08 A 43 W FGF2 {5538 sl 2 ad i
B BEHUARRE IR T 5 I 2 — ¥ FGFR 55 R AE
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2.5 PI3K/AKT/mTOR
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