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Knockdown of WTAP expression inhibites proliferation, migration, and invasion of glioma stem cells
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[Abstract] Objective To investigate the effect of knockdown of Wilms tumor suppressor factor (WTAP) on proliferation,
migration, and invasion of glioma stem cells and its mechanism. Methods Glioma stem cells (GSCs) were extracted from glioma
specimens. WTAP shRNA plasmids were transfected into GSCs to knockdown the WTAP expression using lipofectamine2000
transfection kit. WTAP mRNA level was detected by PCR assay to analyze the efficiency of knockdown. GSCs proliferation was detected
by MTT assay, migration and invasion abilities of GSCs were detected by Transwell assay, and AKT phosphorylation levels in GSCs were
detected by western blotting. Results Tumor cells extracted from glioma specimens were cultured in GSC medium and showed high
expression of the stem cell marker SOX2. When EGF and FGF2 were replaced with TGFB in the medium, the expression of stem cell
marker SOX2 was significantly decreased (P<0.001), while the expression of peritascular cell markers a—SMA and PDGFRb were
significantly up—regulated (P<0.001). Compared with negative control group, proliferation, migration, and invasion were significantly
inhibited (P<0.05), and the phosphorylation level of AKT was significantly decreased (P<0.05) in GSCs with knockdown of WTAP
expression. Conclusions Knockdown of WTAP expression can inhibit the proliferation, migration, and invasion of GSCs, which may be
related to the inhibition of AKT phosphorylation.
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