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Effect of the GSK3 on the proliferation of human glioma and the enrichment of its gene

expression profile
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Abstract: Objective To study the effect of glycogenkinase3 (GSK3) on the proliferation of human glioma and analyze
the enrichment of its gene expression profile. Methods AZD2858, the activator of Wnt/B-catenin signaling pathway, was used
to activate the fB-catenin-mediated transcription by inhibiting the activity of GSK3. The GO (gene ontology) and KEGG
(Kyoto Encyclopedia of Genes and Genomes) database were used to analyze the functional category and pathways on the
genes with significant difference in the expression before and after the inhibition of GSK3. Results The inhibition of the
activity of GSK3 may cause the synergistic effect of multiple signaling pathways including P53 and Wnt. The proliferation of
human brain glioma U87 was finally inhibited through positive regulation of the functional genes related to cell death
including Caspase 3, FAS and p21, and negative regulation of the functional genes related to cell cycle and cell division
including Cyclin A, Cyclin B, VEGF and Survivin. Conclusion Using the small molecule compound AZD2858 to inhibit the
activity of GSK3 can activate the Wnt/B-catenin signaling pathway of human brain glioma and inhibit the proliferation of
glioma cells.
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