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Elucidation of the effect of JNK signal suppression on ovarian cancer stem cell
metabolism
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In the original plane, 1 planned to perform a metabolomic analysis of
ovarian cancer cells and ovarian cancer stem cells to clarify the differences in intracellular
metabolic pathways between the two cells and to search for therapeutic targets. However, even when |

performed metabolome analysis, | could not identify the intracellular metabolic pathways that would
be the therapeutic target.

Therefore, we decided to change the research plane and investigate the JNK inhibitors used in the
metabolome analysis. | focused on CEP1347 as a JNK inhibitor that had not been reported so far. |
found that CEP1347 suppress the capacity of cancer stem cell property of ovarian cancer stem cells,
and further improve the resistance to Paclitaxel as well as the previously reported JNK inhibitors.
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