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Progress on Relationship Between IDH Gene Mutation and Tumor
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ABSTRACT: Tumor is a malignant disease that seriously endangers human life and health, with increasing morbidity and mortality.
Researches indicate a close relationship between IDH mutation and tumor formation and development. IDH mutations occur mainly in
gliomas, acute myeloid leukemia, chondrosarcoma, intrahepatic cholangiocarcinoma and other malignant tumors. The enzymatic activity
of IDH will change after gene mutation and IDH mutations could catalyze a-KG into 2-HG. The intracellular accumulation of 2-HG will
induce a series of downstream effects, and ultimately causing tumorigenesis and progression. Therefore, the study of IDH mutations will
contribute to understanding the pathogenesis of tumor, and IDH mutation may be a potential target for tumor therapy. In this review, we
focus on the progress of relationship between IDH gene mutation and tumor, and attempt to provide insights for the clinical treatment of
tumors and research about molecular targeting inhibitors of IDH mutations.
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