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Research progress of isocitrate dehydrogenase
/2 mutations and its inhibitor in gliomas
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Abstract Isocitrate dehydrogenase (IDH) is an oxidoreductase with decarboxylation in vivo. As an important part of the
tricarboxylic acid cycle, it plays an important role in energy metabolism. After IDH1/2 mutation, high level
of 2-hydroxyglutarate (2-HG) is produced, which inhibits the differentiation of glioma stem cells, upregulates
vascular endothelial growth factor (VEGF) to promote the formation of tumor microenvironment, and produces a
high level of hypoxia-inducible factor-1a (HIF-1a) to promote glioma invasion, eventually these changes will lead
to the development of glioma. Research on the inhibitors and vaccines of IDH1/2 mutations, will give hope to
patients with glioma.
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Table 1 Clinical trials of IDH1/2 inhibitors and vaccines in glioma
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