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Research progress on the role of endoplasmic reticulum stress response

in prostate cancer
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Abstract

Tumor cells can exploit the unfolded protein response (UPR) associated with the endoplasmic
reticulum to proliferate under adverse conditions. The UPR consists of three highly conserved
signaling branches, IREla, PERK, and ATF6, all of which play critical roles in tumorigenesis,
growth, invasion, metastasis, and therapeutic resistance. While significant progress has been made in
androgen deprivation therapy for prostate cancer, resistance driven by androgen receptor signaling
ultimately leads to treatment failure. Currently, there is no cure for metastatic castration -resistant
prostate cancer. Recent studies highlight the critical role of the UPR in prostate cancer development
and its interaction with androgen receptor signaling pathways. Understanding the roles and
mechanisms of the endoplasmic reticulum stress response in prostate cancer cells is crucial for
developing new therapeutic strategies.
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