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ABSTRACT

Glioma, as one of the most common primary tumors in central
nervous system, has a great heterogeneity. More and more
studies have shown that glioma is a multigene- and multiprotein-
involved multi-stage developed disease, and is closely related to
genome, transcriptome, proteome and epigenetic abnormalities.
Different omics studies have provided a systematic perspective
into the research of glioma, and each omics is not isolated or
single-flowing. That is to say, they have the characteristics with
close relationship and two-way or multi-directional flow by each
other. This article comprehensively reviews the progress of multi-
omics research in gliomas.
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