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Mechanism of Ph positive leukemia cell maintenance by Hippo pathway
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We made BCR-ABL positive iPS cells and analyze the phenotype, cell
proliferation and efficacy of ABL inhibitors in iPS cells. Because the association between AMPK and
Hippo pathway has been reported, we investigated the effect of AMPK on Ph-positive leukemia.
Pioglitazone induced cell growth inhibition in a concentration-dependent manner in Ph-positive
leukemia cells and enhanced AMPK phosphorylation. Co-treatment with pioglitazone and ABL inhibitor
decreased the expression of BCR-ABL in CML patient. Pioglitazone may possess promising clinical
relevance as a candidate therapeutic agent for Ph-positive leukemia in the future.
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