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Molecular subclassification of glioblastoma based on the absolute quantitative
proteomics
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The purpose of this study is to attempt to classify GBM subtypes based on the
molecular profile determined by absolute quantitative proteomics and to investigate its clinical
significance. GBMs in our study harbored mutually exclusive dominant expression of three RTKs; EGFR,
PDGFRa and ERBB2. Therefore, we propose a subclassification of GBM with respect to the dominant
expression of these proteins; EGFR (n=25), PDGFRa (n=11) and ERBB2 (n=7). PFS and OS tended to be longer
in ERBB2 group in comparison with EGFR and PDGFRa group. Molecular subclassification of GBM based on the
absolute quantitative proteomics reflects the clinical behavior and might have clinical significance.
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