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Research progress on prostate cancer drugs targeting different sites of androgen
receptor

ZHANGY Zi-yu, YUAN-Bin, LI Zhi-yu
School of Pharmacy, China Pharmaceutical University, Nanjing 210009, China

Abstract: Prostate cancer is the most common malignant tumor of male urogenital system. The androgen receptor plays an important
role in the occurrence and progression of prostate cancer. So far, all prostate cancer drugs including the first generation anti-
androgens flutamide, bicalutamide, nilutamide, and the second generation enzalutamide, are combined with androgen receptor ligand
binding pocket. In addition, they share a similar molecular scaffold which increases the likelihood of cross resistance. Accordingly,
alternative sites of the androgen receptor have been attempted to overcome resistance to these anti-androgens. Besides ligand binding
domain, prostate cancer drugs targeting active function 1 (AF1) in N-terminal domain, active function 2 (AF2), binding function 3
(BF3) near AF2, and DNA binding domain (DBD) are reviewed.
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Fig. 1 Drugs targeting ligand-binding pocket
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