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Cells take several environmental stresses, such as anaerobic conditions and low nutrient levels, which
conditions are known as endoplasmic reticulum (ER) stress. Protein synthesis occurs in ER, and ER
stress induces cell death by disrupting proper protein folding and secretion. Several reports suggested
that ER stress induces cell death involved various disease. Thus, understanding of the signal transduction
pathway, which ER stress induces cell death is important to identify the target of therapeutic methods for
diseases. This study identifies that p53 is a key factor to regulate the ER structure and size. ER stress
increases ER size and ER-mitochondria contacting sites, which are dependent p53 degradation by ER
stress. Previously reported that ER-mitochondria contact is essential roll in the ER stress induced cell
death. Thus, ER structure is modified by ER stress induced downregulation of p53 expression to
transduce the cell death signaling from ER to mitochondria by increased ER-mitochondria contact site.

Now, | try to identified the new factor which organized transduction of cell death signaling in the

ER-mitochondria contact site.




