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INTRODUCTION

Next-generation sequencing (NGS) is used to support routine clinical research

RESULTS

Over 500 genes with DNA based alterations and over 50 RNA fusion drivers are

Figure 3. In-silico comparison of the Oncomine Comprehensive Plus
Assay with Whole Exome Sequencing (WES)

Figure 4. Comparison of the Oncomine Comprehensive Plus Assay
with Foundation One and Whole Exome Sequencing
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METHODS

Gene content was prioritized based on the relevance and variant prevalence of
biomarkers in solid tumors. Additional genomic regions were added to
supplement the coding sequence footprint to support TMB. The assay used lon
AmpliSeq™ technology with automated templating on the lon Chef™ system
and sequencing on the lon GeneStudio™ S5 sequencing platform. An
automated tumor-only workflow for variant calling, TMB and MSI estimation and
sample quality reporting was provided within lon Reporter Software.
Streamlined access to decision support software is enabled by Oncomine™
Reporter?.

153 Genes with Global
Clinical Trials

227 Genes with Full CDS for
DEL mutations

>50 Gene-fusion drivers

Out of the DNA genes, 189 genes cover important cancer hotspots, 344 cover copy number variants
(CNV), while 227 genes have full coding sequence (CDS) coverage for detection of deleterious variants.
In addition to fusion drivers, this assay also includes seven genes with intragenic variants. The assay
was also designed to maximize the genomic footprint to support high-confidence TMB estimation. The
total genomic coverage of the assay is 1.50MB with 1.03MB of coding sequence.

Table 1. Oncomine Comprehensive Plus Assay Cancer Gene Targets
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CONCLUSIONS

A targeted NGS assay was developed to support comprehensive genomic
profiling and routine clinical research in oncology that includes endpoints for
TMB and MSI. The design and informatics workflow support characterization of
mutational signatures and provides normalized TMB estimates with a strong
correlation with orthogonal methods. The assay also supports detecting 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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