A Pilot Study Utilizing Molecular Profiling to Find Potential Targets and Select Individualized Treatments for Patients with Metastatic Breast Cancer
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* Open-label, multicenter pilot study e Enrolled = 28 Abbreviations: MP= Molecular Profiling; I=immunohistochemistry: M=Microarray: R=RPMA: FOLFIRI=Irinotecan + 5FU + progressing metastatic breast cancer using a first-of-its-kind highly multiplexed genomic and
Folinic Acid; XELIRI=Xeloda + Irinotecan; unk = unknown protein activation MP-rationalized treatment recommendation.
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Patient E|Iglbl|lty The multiplexed genomic-proteomic molecular profiling analysis and treatment recommendation
Key inclusion criteria: PEE;:J‘::::EH * Treated on study / Evaluable = 25 *Due to intolerance of Doxil, then reaching lifetime max of anthracylcine, regimen changed FOLFIRI based on MP results were routinely delivered within 13-20 business days from biopsy, demonstrating feasibility of
) e :::::::; g g:;‘;;lzit‘fenc;l; l,i,:-a;erz é);?i ‘Z‘ZCg/.eatment off study Due to intolerance of Letrozole after 1 week, treatment changed to FOLFIRI such an approach in a real-world clinical setting.
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o Patients with a diagnosis of metastatic breast cancer, measurable or evaluable non- downstream substrates. cAbl T735 (_Dhange in HERZ status (n=2) and HR S.t atus (n=2) S|_gn|f|cantly impacted treatment decision ana
measurable disease (lesions below the limits defined for measurable disease in RECIST 1.1) Adverse Events likely response; supports the value of biopsy at the time of PD.
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. Refractory disease as defined below: 8 b Patient-specific target driven treatment selection based on MP of a metastatic lesion provided
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s : m | .@ . - : : - Pathway Activated (52.0%) (12.0%) (12.0%) Von Hoff DD, Stepheson JJ Jr., Rosen P.. et al. Pilot study using molecular profiling of patients’ tumors to find potential targets
- PD on the last treatment or within 2 months of the last treatment dosmg Ser:lous adverse events relatef] to protocol required tumor biopsy = 2 Positive Patients and select treatments for their refractory cancers. JCO Nov. 20, 2010: 4877-4883.
Liver hematoma (1), RUQ pain (1)
Wulfkuhle JD, Edmiston KH, Liotta LA, Petricoin EF. Technology Insight: pharmacoproteomics for cancer-promises of patient-

- Received = 4 weeks but < 6 months of the last treatment \ / Molecular profile was not available for 3 of the 25 patients due to inadequate material tailored medicine using protein microarrays. Nat Clin Pract Oncol. 2006 May;3(5):256-68.




