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Fig 6. The Oncomine Comprehensive Assay Plus workflow uses a recommended 10 ng of input FFPE material per
amplicon pool. The assay can leverage manual or automated library preparation and templating on the lon Chef. Up
to four samples can be multiplexed on the lon 550 chip to achieve sufficient read depth. The analysis pipeline utilizes
a custom variant calling optimized for solid-tumor samples, quantification of somatic mutations for TMB, and a novel

Total and amplicon mapped DNA reads distribution (Fig. 2A) shows excellent on target rates across 243 FFPE samples
from a diverse set of tissue types. High proportion of amplicon assigned reads reflects high assay specificity in target
amplification. A median of ~35 million reads per sample provide >2400 average read-depth. Reads were distributed
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FFPE tumor samples from a variety of tissue types were sequenced using the assay. The assay displays high
(>95%) uniformity and consistent read depth (>2200x) to support robust variant calling at low allele frequency. An
excellent variant calling (SNV/INDEL) performance was observed, with sensitivity ranging from 98%-100% and
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PPV ranging from 88%-100%, depending upon the variant type. CNV detection sensitivity and specificity were across amplicons W'th. >95% uniformity and .W'th at.least 5.OOX base coverage for >95% of the targets (Fig. 2B). This data .,‘, algorithm that leverages the unique signal processing properties inherent in semi-conductor sequencing for MSI
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MSI status. An overall performance of 96% sensitivity and 99% specificity was observed. INDEL
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Fig 4. Scatter plots showing the correlation between the TMB scores for samples run with OCA Plus (y-axis) and Whole-
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