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[Abstract] EZH2 is a human gene, homologous with Drosophila zeste gene enhancer. It belongs to PcG
(Polycomb group) protein family, and becomes the important epigenetic research object in recent years. EZH2
expresses highly in a variety of tumors such as breast cancer, prostate cancer, and glioma, and has been frequent
studied currently as a transcription factor suppressor gene. Numerous studies have demonstrated that relationship
between EZH2 and the occurrence, development of cancer, and EZH2 may become a new target for treating the
glioma. Glioma is a cancer occurring in neuroectodermal tumor and originates from nerve stromal cells, with
characteristics including high morbidity, high recurrence rate, high mortality and low cure. So the effect is not
satisfactory. Many findings suggest that EZH2 is highly express in glioma, using EZH2 gene silencing technology
can inhibit the proliferation of glioma cells at cell level, and therefore EZH2 as a target for clinical treatment
methods may open new avenues for the treatment of glioma. In this paper, the researches status of EZH2 and

glioma were reviewed.
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