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B Highlights Background

Modular and flexible design High analytical performance across analytes Comprehensive genomic profiling (CGP) has transformed precision limitations by combining targeted DNA, targeted RNA, and shallow

MSK-IMPACT® Flex powered with SOPHIA DDM™ enables A unified workflow and analytical pipeline deliver oncology by enabling simultaneous detection of multiple clinically whole-genome sequencing (WGS) within a single, harmonized
selective inclusion of DNA, RNA, and shallow WGS accurate detection of diverse biomarker types, including relevant biomarkers. However, conventional workflows often rely on workflow. This modular design allows laboratories to flexibly generate

modules, allowing laboratories to tailor comprehensive SNV/Indels, CNVs, fusions, gene expression, MSI, TMB, multiple, purpose-specific assays, resulting in inefficiency, higher costs, and integrate genomic data based on clinical context, supporting a
genomic profiling to each sample. HRD, and tumor purity. and limited adaptability to case-specific needs. MSK-IMPACT® Flex broad range of biomarker types while maintaining analytical

powered with SOPHIA DDM™ was developed to overcome these performance equivalent to dedicated assays.
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Analytical performance across DNA and RNA biomarkers n Combined workflow enhances complex biomarker analysis
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TP - True Positive, FN - False Negative, FP - False Positive, PPA - Positive Percent Agreement, OPA - Overall Percent Agreement , NPA - Negative Percent Agreement, LOD - Limit of Detection, VAF - Variant Allele Frequency
Disclaimer: MSK-IMPACT® Flex powered with SOPHIA DDM™ is for research use only, not for use in diagnostic procedures
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