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New drugs for androgen receptor splice variant positive castration-resistant prostate cancer
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Abstract: Androgen receptor splice variants (AR-Vs) are considered to be important mechanisms for the development of

castration-resistant prostate cancer (CRPC), and key factors for AR-targeted drug resistance. Currently AR-Vs targeted drugs

can improve the survival rate and quality of life of CRPC patients. This article reviews the novel drugs for AR-Vs positive

CRPC.
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