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Abstract

Prostate cancer ranks among the most common malignancies in men worldwide, presenting significant treatment challenges in
advanced stages, particularly metastatic castration-resistant prostate cancer.Despite recent advances in targeted therapies and novel
endocrine treatments, the application of immunotherapy in prostate cancer has faced considerable obstacles. Prostate cancer is
commonly regarded as an immunologically “cold tumor,” characterized by low tumor mutational burden, an immune exclusion
phenotype, and insufficient T-cell infiltration within the tumor microenvironment . Against this backdrop, this paper aims to provide
a systematic review of the translational medical prospects of combining PD-1 antibodies with EZH2 inhibitors for prostate cancer
treatment. By integrating mechanistic insights with clinical translation perspectives, this review seeks to offer theoretical foundations
and strategic references for developing more effective immunotherapy combinations for prostate cancer.
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