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[ Abstract | Triple-negative breast cancers (TNBC) comprise a heterogeneous group of tumors characterized
by poor survival and lack of targeted therapeutics. In recent years, androgen receptor (AR) has been demonstrated to
play an important role in the genesis and development of TNBC. There has been increased interest in the role of AR in
TNBC and AR-targeting has been introduced as a novel therapeutic option for TNBC. This review offers an overview

of the relationship between AR expression and TNBC, and provides insights into the novel drugs in the development for

targeting this signaling pathway.
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