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Abstract: Objective To investigate the association between non-CpG island DNA methylation of TRIM38 and isocitrate
dehydrogenase (IDH) gene mutations in glioma.Methods The multi-omics and clinical data from Chinese Glioma Genome
Atlas (CGGA) were used to compare the differences in the non-CpG island DNA methylation pattern of TRIM38 and its as-
sociation with gene expression and clinical prognosis between glioma with wild-type or mutant-type /DH.Results A total of
325 patients with glioma and 11 non-tumor brain (NTB) tissue samples from CGGA were included for analysis. It was found
that compared with the NTB tissue samples, the glioma with wild-type IDH had a significant reduction in the non-CpG is-
land DNA methylation of TRIM38 (P =0.000) and a significant increase in the gene expression of TRIM38 (P =0.007) ,
with a significant negative correlation between them (P =0.017). The survival analysis showed that the non-CpG island DNA

methylation level of TRIM38 was associated with the prognosis of glioma with wild-type IDH (P = 0.061). Conclusions
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IDH mutations might exert a “protective effect” on gliomas associated with IDH mutation by inhibiting the upregulated ex-

pression of pro-oncogenic genes mediated by the non-CpG island DNA hypomethylation of TRIM38.

[Journal of International Neurology and Neurosurgery, 2021, 48(5): 415-418.]
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