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Bioinformatics analysis ‘

Figure 6. gRT-PCR validation of the glycolysis-related genes

Identify differentially regulated genes Figure 4. The differential expression boxplot of genes in various cell lines
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Figure 7. The expression changes of glycolysis-related genes
at protein level (Western blot)
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« Glycolysis genes were found downregulated by PI3K
inhibition in GBM

« The differentially regulated glycolytic genes were validated
using the gRT-PCR and Western blot suggesting their
significance in GBM
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