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Background CTC and Matched Tissue Demonstrate Concordant and High Occurrence of Resistant Genomics ldentified in CTCs

Known oncogenes and tumor suppressors of mMCRPC progression were analyzed in context of the sites of metastatic biopsy and genomic call
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Genomic Alterations Identified in CTCs & Tissue
Associate with Survival
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1) Nucleated cells from patient blood samples are deposited onto glass slides; 2) Slides are stained; 3) Scanned automatically to detect DAPI,
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CK, CD45, & AR; 4) CTC identification based on (DAPI*; CK*; CD45") phenotype using a multi-parametric digital pathology algorithm. “MSK-IMPACT analysis does not include X or Y chromosome visibility
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