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Prognostic markers of IDH mutant diffuse glioma based on tumor
immune microenvironment
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Abstract; IDH mutations are present in most low-grade gliomas. Immue escape is one of the landmarks of tumor,
and immunotherapy is a new direction of tumor therapy. A total of 770 immune-related genes and clinical data of
IDH mutant glioma in TCGA, CGGA, and GEO datasets were analyzed by bioinformatics method, so as to obtain
the immune risk score (IMRS) for each patient. Combined with IMRS and clinical information, six differentially
expressed genes ( TRAF3,ATG10,BID ,TAB1 ,MAP3K1,RPS6) were screened to form IMRS model and nomograms
were generated to evaluate the prognosis of patients.It was found that the overall survival (OS) of patients in low
risk group was obviously in creased compared with that in high risk group. In addition, the signature related
immune cell infiltration analysis showed that tumor associated macrophages infiltration score ( TAM) and T cell
associated tumor infiltrating score ( TIS) were significantly negatively correlated, indicating that high IMRS
enriches pro-tumor immune infiltration, while low IMRS enriches relatively more anti-tumor immune infiltration.
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