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Optimization of molecular-targeted therapy against gastric carcinoma by
genome-wide analyses of DNA copy number alterations
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Genome-wide copy number analysis in human gastric carcinoma identifed an
amplified gene locus including vascular endothelial growth factor A (VEGFA). VEGFA gene
amplification was validated by fluorescence in situ hybridization assay. The levels of VEGFA gene
amplifications were positively associated with the levels of VEGFA protein expressions. VEGFA gene
amplification with VEGFA overexpression suggested to be associated with decreased M2 macrophages at
the tumor front in gastric cancer.
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