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[ Abstract]  Testicular orphan nuclear receptor 4 ( TR4) plays an important regulatory role in many key physiological
processes, and the signal dysregulation it controls are related to many diseases. In recent years, the role of TR4 in prostate
cancer has received increasing attention. Systematic analysis and understanding of the role of TR4 in the initiation,
development, and treatment of prostate cancer are of great significance to improving the precise treatment strategy for
prostate cancer.
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bR -] AL AR #E PCa JE 3, ] PPAR B2k
(mPrE™") BYRTZI AR b K 40 175 S e fb SE 58
S50 BRIk TR 020 i3 5 52 20 I, 17 TR4 49
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