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Role of Unfolded Protein Response in Cancer Progression
CHEN Liang,SONG Qi-bin,PENG Min
(Cancer Center Oncology ,Renmin Hospital of Wuhan University , Wuhan 430060, China)

Abstract: The endoplasmic reticulum(ER) is a principal intracellular organelle responsible for
protein synthesis,folding and processing in eukaryotic cells. In ER stress conditions, misfolded
proteins accumulate in this organelle. When misfolded proteins accumulate above a critical
threshold , it activates a signal transduction pathway called the unfolded protein response (UPR)
within the cell to restore homeostasis. Tumor cells are often exposed to intrinsic and external fac-
tors that alter protein homeostasis, thus producing endoplasmic reticulum (ER) stress. Most of the
available evidence supports a concept where ER stress signaling is involved in the survival and
adaptation of cancer cells to stress conditions; however,recent findings indicate that the UPR may
also contribute to cancer independently of protein misfolding. This review mainly describes the
activity of UPR involved in tumorigenesis and provides potential targets to cancer therapy.
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