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Actionable Fusions Detected by RNA- o i e . . .
g in clinical practice was mainly ordered for select fusion genes
Seq CO'OCCUr With PD_L]_ Expression Therapeutically actionable fusions often co-occur with other driver mutations

Therapeutically actionable fusions are co-detected with immunosuppressive

and Driver Mutations in Solid Tumors phenotype
Patients Gene fusions and driving mutations might jointly drive tumors biology
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testing. These patients presented 24 different actionable fusions, including ALK (2), FGFR1/2 Chimeric RNAs targeted Capture
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3. Physicians ordered fusions tests for 5341 cases. (A) All tested cases. (B) Distribution of cases tested
for disease specific fusions. (C) Fusions from 163 positive reported cases. (D) Prevalence of select
common fusions reported across all cancers tested.
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Conclusion

Actionabl drivi fusi 9 4 by RNA . q th oth 2: A new Solid Tumor Gene Fusion RNA-Seq assay workflow. Starting with FFPE total 5. Co-existence of oncogenic fusions and Immunotherapy biomarker PD-L1. 6. Co-occurring driving mutations found on cases with select therapeutically
Ctiohable cancer driving gene fusions were detected by -sequencing and co-occur with other nucleic acid extraction, the assay detects only expressed fusions through RNA fusion actionable fusions

biomarkers that can guide selection of therapies, such as immune checkpoint inhibitors (ICl) and sequence- targeted, hybridization capture-based, stranded pair-ended RNA-

olaparib. The data suggests that gene fusion testing is an important addition on the genomic sequencing on Novaseq instruments. Key step resides on custom based design of V 4
profiling for therapy selection in solid tumors. capture baits mapping to the chimeric RNA sequence” as deduced from chromosomal N I O

breakpoints in annotated private and public databases.
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