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ABSTRACT: Prostate cancer occurs mainly in older men, and has become one of common tumors in older men.Endocrine therapy

is the main treatment of advanced prostate cancer, but still can't avoid eventually into androgen-independent prostate cancer, leading to
the failure of endocrine therapy. At present, AR expression studies of prostate cancer, mainly concentrat in DNA level and mRNA level,
while few studies focus on the AR protein post-translational regulation. In recent years, chimeric molecule is based on the protein level,
regulating AR protein expression,and become the new hot spot of prostate cancer study. Post-translational degradation of protein plays an
important role in cell apoptosis. Chimeric molecule (dihydrotestosterone-based proteolysis-targeting chimeric molecule [DHT-PROTAC]
) is a novel synthetic heterobifunctional small molecule; DHT-PROTAC is a chimera of a ligand for Androgen Receptor (AR), a linker
moiety and a ligand for an E3 ubiquitin ligase; DHT-PROTAC induces interaction between the target protein AR and the E3 ubiquitin
ligase, leading to artificial polyubiquitination of AR and subsequently degradation via the ubiquitin -proteasome pathway (UPP). This ar-
ticle focuses the role of the chimeric molecules, investigating the role of AR in cell proliferation and viability in prostate cancer cells,re-
viewing progress in the treatment of prostate cancer recently,and analysis the application prospects of chimeric molecules in prostate can-
cer.
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