Genomics Core — what we can do for your success
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Abstract A) Characterization of the neuroendocrine B) ‘Omics’ Integration and precision C) Stromal gene expression is predictive

phenotype and transdifferentiation in oncology for metastatic primary prostate cancer
prostate cancer

The genomics core facility at the Vancouver Prostate Centre offers genomics
expertise to academic and clinical researchers to study genome structure
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(2018) In submission (see poster #4 by Raunak Shrestha) D) Analysis of clonality E) The proteome of primary prostate

cancer F) Single-cell RNA sequencing
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plot of the relative abundance of all proteins shown as the log10 of the median showing expression levels as gradient of purple. (C) Heatmap ShOYV‘“éf the top
intensity of the tumors (n = 28) and the benign neighboring prostate tissue ten marker genes for each cluster as determined by Seurat analysis with three
(controls; n = 8). Relative density is color-coded, and the names of several prostate selected genes per cluster highlighted on the right.

cancer relevant proteins are indicated. (C) Number of proteins with valid ratios:
light (from prostatectomy origin)/heavy (from cell line origin) for each tumor and
control sample.
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