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Impacts of TRIM38 non—CpG island DNA methylation alterations on clinical prognosis in patients with glioblastomas
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[Abstract] Objective To study the relationship of TRIM38 non—CpG island (CGI) DNA methylation with the prognosis in the
patients with glioblastomas (GBMs). Methods By using experimental and clinical data acquired from the public databases, the degrees
of DNA methylation of non—CGI open sea regions of TRIM38 in the GBMs tissues and non—tumor brains (NTB) tissues were analyzed
and compared each other. The relationship of degrees of the methylation with the gene expression and prognosis in the patients with
GBMs were analyzed. Results Three datasets of GBM (n=509) and NTB (n=37) were acquired respectively from the databases. The CpGs
at non—CGI regions of TRIM38 was significantly hypomethylated in GBMs tissues compared that in NTB tissues (P<0.05). The DNA
methylation of the CpGs was negatively related with TRIM38 expression (P<0.05). The included patients were divided into both the
subgroups with TRIM38 hypermethylated and hypomethylated tumors. The overall survival time was significantly longer in the subgroup
with hypermethylated tumors than that in the subgroup with hypomethylated tumors (P<0.05).The multivariate Cox models suggested that
TRIM38 non— CGI DNA methylation was a independent factor related to the prognosis in the patients with GBMs (P<0.05). The
bioinfomatic analysis showed that the subgroup with TRIM38 hypomethylated tumors was enriched with gene sets related to immune
process regulation and toll-like receptors signaling. Conclusion Taking TRIM38 as an example, this study highlighted the potential
significance of non—CGI DNA methylation alterations in gene expression and prognosis in the patients with GBMs.
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