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Development of hybrid therapy using iron chelators and regenerative therapy for
advanced hepatocellular carcinoma with decompensated liver cirrhosis

Takami, Taro
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In rats fed with choline-deficient L-amino acid-defined diet, developing
cirrhosis with liver tumors, iron chelator treatment tended to suppress the tumor development, but
further investigation of the effects of MSCs including MSC passages was necessary. On the other
hand, in the iron chelator-resistant cancer cell line, an increase in lactate production was caused
by a metabolic shift to the glycolytic pathway, showing that the anti-tumor effect of iron chelator
was enhanced when the lactate concentration in the cancer microenvironment was lower. Therefore,
these results suggest that MSCs may have a novel effect of suppressing the glycolytic shift of
hepatocellular carcinoma cells in liver cirrhosis.
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