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NGS source low-level DNA information which further may be analysied with

according to the manufacturer's priotocol. Pooled libraries were sequenced using —_— In our experiment, we detected a bit over 500 variants per 40 kb of sequenced

MiSeqDx (Ilumina) with a 2 x 150 paired-end sequencing design DNA in each sample, on average. Table 1. Identified exonic mutations in non-EGFR genes.
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