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tumor genomes and transcriptomes. However, computational methods to identify gene Increased expression for both fusion partners was observed in fused samples versus non-fused samples.
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the number of gene partners identified in combination with oncogenes such as ROS1. In Compendia Bioscience'’s sene fusion processing produced 4.5 million calls that were filtered and prioritized to senerate a list of high confidence Filtering criteria were developed by characterizing known high confidence fusions, such as TMPRSS2 |ERG observed in 579% of prostate cancer samples. Figure 6 (A)
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: ’ . 500 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17 18 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16
and annotation was conducted on the aggregated data as a post-processing step, to enable 20 7 Exon Expression Imbalance breakpoints. 3" partner genes of fused samples had elevated expression compared to v - ThCC3
_ _ _ o non-fused samples. 450 s TACC
exploratory analyses of effects of various filters and annotation schemes. After summarizing tomain domain
filtering criteria to minimize false positive fusions, the list of Priority Fusions is validated @ 40
€
with RNASeq Exon Expression data. Recurrent CBI Priority Fusions were visualized using RNASeq exon 3 350 : - - :
. P S y| ol e e GDAG hg : Itq y g Figure 9. Common Exon Expression Imbalance Prior to RET Tyrosine
. _ _ _ _ _ expression data downloaded using the irehose tool to provide S 500 E— Ki .
: . " . | : Inase Domain
[CGA Disease Type Acromyms Figure 3. Gene Fusion Detection Using Cluster Computing: 4.65 compute years in secondary evidence of true positive fusion events by searching for
6 dayS exon expression imbalance before and after the breakpoint call. = - Gene fusions involving the RET were observed with multiple partners (e.g. CCDC6,ERC1) and across multiple diseases.
BLCA=bladder carcinoma, BRCA=breast carcinoma, CESC=cervical squamous cell carcinoma, COAD=colon _ _ Specifically, if the 3’ partner’s expression is impacted by the 5’ Interestingly, breakpoints were observed at similar locations within RET and CCD6C6 fusion partners.
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« 4,225 cancer patient samples across 19 diseases were processed with deFuse and ? o
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