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The novel mechanism of hematologic malignancy through epigenetic abnormality
caused by iron overload

Yamamoto, Masayo
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i i _ In the study, we found that the enzymes associated with glucose metabolism
were increased in the iron overloaded mice that received short-term iron overload. Furthermore,

2-hydroxy?Iutarate (2-HG), which was aberrant metabolites in the TCA cycle, was increased in the
iron overloaded mice. Furthermore, the 2-HG production resulted in upregulation of DNA methylation

in the iron overloaded mice. From these results, we considered that DNA methylation were increased
by iron overload through enhancement of the abnormal glucose metabolism.

On the other hands, when we performed similar analysis using long-term iron overload model mice, DNA
methylation were rather decreased in the iron overloaded mice. To know the detailed mechanism
during iron overload, we need further analysis by focusing the period of iron overload.
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