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Comprehensive metabolic analysis in IDH1R132H glioma ; new metabolic biomarkers
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The aim of this study was to determine a mechanism for the better prognosis
of gliomas with IDH mutation by performing metabolomic analysis. To understand the metabolic state
of human gliomas, we analyzed clinical samples of glioma patients with or without the IDH1 mutation,

and compared the results with U87 glioblastoma cells expressing IDH1 or IDH1R132H. Gliomas with IDH
mutation also showed decreased intermediates in the tricarboxylic acid cycle and pathways involved
in the production of energy, amino acids, and nucleic acids. The marked difference in the metabolic
profile in IDH mutant clinical glioma samples compared with that of mutant IDH expressing cells
includes a decrease in [ -oxidation due to acyl-carnitine and carnitine deficiencies. These
metabolic changes may explain the lower cell division rate observed in IDH mutant gliomas and may
provide a better prognosis in IDH mutant gliomas.
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