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Clinical Significance of Anti-Androgen Therapy in Triple Negative Breast Cancer
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Abstract Triple negative breast cancer (TNBC) is an aggressive subtype characterized by a high frequency of
recurrence and metastasis. Due to the absence of effective therapeutic targets, patients with TNBC continue
to rely primarily on chemotherapy for treatment. Compared to other subtypes, TNBC exhibits the poorest
therapeutic efficacy, the worst clinical prognosis, and the lowest five-year survival rate. Androgen receptors
(AR) is present in 10% ~35% of TNBC cases. Currently, AR is a significant target for the treatment of
prostate cancer, suggesting it may also serve as a potential therapeutic target for TNBC. The objective of this
article is to investigate the expression of androgen receptors in TNBC patients and to analyze the therapeutic
effects of AR antagonist monotherapy, as well as its combination with other drugs. This study provides a
theoretical foundation for the exploration of new treatment strategies aimed at improving survival outcomes
for patients with TNBC.
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