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* All but one of the 53 previously sequenced samples were successfully sequenced using SLIMamp technology. One sample that yielded a wildtype result by Sanger did not pass the NGS around-time of 3-4 days from sample to
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* Samples analyzed with Sanger had insufficient DNA for the TruSeq assay. These samples were successfully sequenced using the ONCOReveal assay. of SLIMamp technology in molecular
* Targeted alterations in the samples, included missense variants (N=35), indels (N=11) and a splice variant. laboratories.

* The mutant allele fraction (MAF) percentage in the samples, ranged from 3% to 80%. and showed excellent correlation (R?=0.94).
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The “on target” percentage of the ONCOReveal assay was >99% and average coverage obtained across the samples was 3731X. 12:12(7):€0181062. doi: 10.1371/journal.pone.0181062.

e Sensitivity studies demonstrated that missense variants with MAF of 3% or more were reliably detected at 2.5 ng input DNA.





