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Research progress on targeted drugs of non-steroidal androgen receptor
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Abstract: The role of androgen receptor in the initiation and progression of prostate cancer is well established. Competitive inhibition
of the androgen receptor ligand-binding domain has been employed to combat the disease in clinic. However, their efficacy has often
been limited by the emergence of resistance, as a result, leading to disease development for castration-resistant prostate cancer. In
recent years, targeting drugs of amino-terminal domain or DNA-binding domain of the androgen receptor have been reported, which
can overcome the shortcomings of current drugs, and the clinical research on these drugs is now underway. Research progress on
targeted drugs of non-steroidal androgen receptor is reviewed in this paper.
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Fig.1 Chemical structure of enzalutamide
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Fig. 3 Chemical structures of ODM-201 and ORM-15341
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Fig. 4 Chemical structures of EPI-001 and EPI-002
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