A study on EGFR gene amplification and protein expression in Chinese esophagus cancer patients and anti-tumor
activity of an EGFR inhibitor Epitinib in patient derived esophagus cancer models . ...
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Individual profiling data of 43 esophagus tumors from Chinese patients
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ofiling summary of 43 esophagus tumors from Chinese patients * High expression of EGFR was frequently found in Chinese esophagus cancer.
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* Three samples with EGFR gene amplification were identified mp ' 1. Disease Prevention and Control Bureau, Ministry of Health. 2012 Chinese cancer registry annual report.
by gPCR and FISH. S, TGlat15mg/kg; ™, TGlat60 mg/kg 2. Dragovich T et al. J Oncol. 2009, doi:10.1155/2009/804108.
* No mutation was found in the 43 samples for K-ras (G12, G13, * The sensitivity of PDX models to Epitinib correlated well with EGFR IHC scoring, except for 3. Wang Q et al. World J Surg Oncol. 2013,11: 278.

Q61), B-raf (G464, V600) or PIK3CA (E542, E545 and H1047). Examples of EGFR IHC . Examples of EGFR FISH ESO1T0327, in which FGFR1 high expression was found. 4. Shigaki H et al. Ann Surg Oncol. 2013, 20: S485~S491.
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