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targeted therapies and its own unique evidence-based guidelines by the National therapies were identified for subgroups of patients: high cMET in 39%, low MGMT in 29%, low RRM1 in appropriate (Heidorn, S., et al. 2010)
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co-amplification) and low TUBB3 in 81% and high SPARC in 36% (of interest, 37% of low TUBB3 2l AL through CRAF (Kamata, T., et al. 2010) References
Molecular profiling analysis in a cohort of 264 patients, including 55 patients with next expressers have high expression of SPARC). Based on these results, one may consider cMET inhibitors, G469V CRC, NSCLC, Melanoma Slightly higher levels of BRAF signaling vs. BRAFYT, however
generation sequencing data, was investigated to identify potential targeted agents that temozolomide, gemcitabine, anti-HER2 antibodies, anthracyclines and taxanes such as nab-paclitaxel. Exon 11 vemurafenib lacks activity against this alteration (Yang, et al. 2010) 1. Raghav, K. and Overman, M.J., et al. (2013). “Small bowel adenocarcinomas — existing evidence and
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