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Genetic alteration in anaplastic transformation mechanism in same patients
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In the current study, we performed next-generation sequencing of DNA from
the extremely rare two case patients of concomitant PTC and ATC components, as well as one case of
metachronous FVPTC and ATC components, along with their corresponding normal DNA. Our analysis of
somatic mutations revealed a higher frequency of tumor mutational burdens in the concomitant cases
with ATC components compared with PTC components. The ATC components also exhibited a large number
of private driver mutations and more genetic alterations in oncogenic driver genes such as TP53.
Yet, the phylogenetic trees represent a low number of shared trunk mutations, specifically BRAF and
MAP3K1 mutations, respectively. However, interestingly, we observed a similar mutation incidence in
the metachronous case of FVPTC components between ATC components. It is worth noting that the number

of high-confidence somatic mutations was higher in the FVPTC than in the ATC component.
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