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Supplemental Figure 1:

adjusted ACMG criteria and combination used for SDHB variant classification

ion of different in silico tools (missense: PolyPhen2, SIFT, MutationTaster; splice site: MaxEntScan, NNSplice) and Conservation data (nucleotide: phyloP; amino acid: Orthologs

using NGS or Sanger and search for large duplication or deletion and implies that no additional SDHX variant was found
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