Biomarker Analysis of Glioblastoma and Potential Implications for Therapy
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Results and Discussion
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from irinotecan, fluoropyrimidines and gemcitabine, respectively. EGFR FISH amplification was seen in 41% FISH TL;: _ _ 62/225 o0 TUES 410 TOPIA T over-exoression Figure 3: Select IHC test results in the significantly associated with TS and RRM1 expressions(p=0.0001 and 0.0001), indicating that Top2A inhibitors
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i i i inati i ‘o 20/a: correlate with expression levels of TopoT,
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GBM patient cohorts based on biomarker expression patterns, including fluoropyrimidines combined with FisH-Her2/Neu 1 1/192 MGMT are overexpressed in 69% o Drug efflux pumps P P Y | rinotecan, 34% for Top2A inhibitors and 26% for nab-paclitaxel.
gemcitabine as well as with temozolomide. ER ! 0/492 24% 18% and 5.8% recoective PGP recommended by NCCN (shown in green).
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the importance of individualized therapy based on a patient’s unique tumor profile. Incorporating a fluoropyrimidines. While EGFR gene amplification is common (41%), cMET and Her2 amplifications (3.6%,
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GBM, and to further seek potential therapeutic options manifested by the presence of tumor targets. ( ) ’ ' (AT A Lo




