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An attempt to pioneer a new research field through fusion of studies on cancer cell
energy metabolism and glioma stem cells
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In this project, we investigated the effect of a mitochondrial respiration-promoti
ng agent on glioma stem cells with the intention to test the working hypothesis that inhibited mitochondri
al respiration accompanied by increased aerobic glycolysis (Warburg effect), which has been frequently obs
erved in malignant gliomas, contributes to the maintenance of glioma stem cells. Our results showed that p
romotion of mitochondrial respiration caused loss of stemness of glioma stem cells, suggesting that Warbur
g effect plays a significant role in the maintenance of glioma stem cells and that Warburg effect may be a

promising target for cancer stem cell-directed therapy.
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