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INTRODUCTION Figure 2. Summary of the Assay Content

Gene fusions caused by chromosomal rearrangements play an important role in oncogenesis,
the progression of cancer and the selection of targeted therapies. Next-generation sequencing

Figure 4. Fusion detection in commercially available cell-line control Figure 6. Fusion detection in fusion positive lung cancer cell-lines
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An imbalance algorithm was developed to assess partner-agnostic fusions in key fusion driver

detecting novel partners of the oncogenic driver genes including NTRK1/2/3, ALK and RET.
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Non-targeted fusions with either novel fusion partners or novel breakpoints were also reported
by assessing the significance of supporting mapped sequencing read information. (see Poster
ST131 presented by Amir Marcovitz, for more details on novel fusion detection.)

Figure 3. Fusion detection in FFPE control
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relevant RNA structural alterations from solid tumor FFPEs. Minimal input material requirement and rapid
sample to report time will have a high impact on clinical research.
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each test sample. % Mapped Reads across assay types vary primarily by the gene-fusion present in the sample.

Library and Imbalance assays are expected to take up a considerable proportion of mapped reads as they represent the
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Figure 3: Fusion detection in an in-house TriFusion control sample (mix of three cell lines) displayed as normalized
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