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Functional analysis of a set of genes related to the molecular targeted therapy
resistance in glioblastoma and the development of novel therapeutic strategies
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Molecular targeted therapy against epidermal growth factor receptor (EGFR had
been tested for malignant gliomas (glioblastomas), however, the efficacy was limited since the tumors
rapidly became resistant to the targeted therapy. In this study, we analyzed the function of a set of
resistance-related genes that we identified in the previous study and called “ SDeltaE” (the substitute
for Delta EGFR expression). Some of candidate SDletaE genes were revealed to be upregulated in
glioma-initiating cells. Inhibition of these SDeltaE led to suppression of tumor cell growth and
invasion. Hence, these genes were expected be the novel targets in malignant gliomas.
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1: Microarray revealed genes that
potentially substitute for Delta EGFR
expression.
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