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Expression of SOX2 gene and its biological role in human gliomas

CHANG Ying—nan, WANG Ce, ZHAO Tian—shu. Department of Neurosurgery, The Fourth Affiliated Hospital, Harbin Medical
University, Harbin 150006, China

[Abstract] Objective To explore the expression level, methylation status and biological role of SOX2 in human gliomas. Methods

(PEBEBERSES] R739.41;Q 786

The expression levels and the methylation status of SOX2 were determined by PCR technique in 108 specimens of glioma tissues and 30
specimens of normal brain tissues. The roles of SOX2 in the tumor characteristics of glioma cell lines were evaluated by MTT and
colony—formation assay. Results The expression level (0.49+0.2) of SOX2 was significantly higher in the glioma tissues than that (0.154+
0.076) in the normal brain tissues (P<0.01). The methylation ratio (42.6%, 29/68) of SOX2 was significantly lower in the high grade
(erades Il ~1ll) glioma tissues than that (70.0%, 28/40) in the low grade (grades | ~ Il') glioma tissues (P<0.01), which was significantly
lower than that (100.0%) in the normal brain tissues (P<0.05). MTT and colony—formation assay showed that SOX2 could promote glioma
cells proliferation and anchorage independent growth capacities (P<0.05). Conclusions Upregulation of SOX2 expression was found in
the human gliomas tissues. The expression of SOX2 was influenced by its promoter methylation status. Overexpression of SOX2 in glioma
cell lines can promote glioma cells proliferation.
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