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Tumor stem cells exist in tumor tissues and adapt to various environments by
balancing self-renewal and multilineage differentiation capacities through "asymmetric division,"
in which a single cell division generates the same tumor stem cell and highly differentiated cells.
In this study, we used the IDH mutant stem cell line, which is an enzyme related to citrate
metabolism, and the histone H3K27 mutant stem cell line to elucidate the mechanism of asymmetric
division, which is the most distinctive feature of brain tumor stem cells. We examined differences
in asymmetric division due to genetic differences in glioma stem cell lines and glioma
patient-derived cell lines. Tumor stemness was quantified by specific gene expression. There were no
differences in asymmetric division between the cell lines, and no correlation was demonstrated

between differences in gene expression.
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