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WFZER R OMEEL (3£30) : In this study, we focused on the UPR, a cellular adaptive response
to glucose deprivation, that is characteristically observed in tumor microenvironment.
Through the mechanistic analyses of UPR-inhibitory compounds, we elucidated that
mitochondria and translation control machinery play an important role in the UPR during
glucose deprivation. By evaluating the antitumor effects of the compounds, we obtained
fundamental information for the therapeutic targeting of the UPR.
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