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Supp. Figure S1.Chromatogram showing a single nucleotide change from A to C at position 498 in exon 7.
This nucleotide change led to a missense mutation (p.Phe230Leu).
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Supp. Figure S2.Chromatogram showing a single nucleotide change from T to A at position 290 in exon 4.
This nucleotide change led to a nonsense mutation (p.Lys66X).



Supp. Figure S3. Chromatogram showing a single nucleotide change from T to C at position 348 2 base pairs from exon 8. This
nucleotide change led to the creation of a potential new acceptor splice site in exon 8.
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Supp. Figure S4.Chromatogram showing a single nucleotide change from A to G at position 424 in exon 7.
This nucleotide change led to a missense mutation (p. Leu251Pro).
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Supp. Figure S5. Chromatogram showing a single nucleotide change from A to G at position 247 in exon 4.
This nucleotide change led to a missense mutation (p. Arg84His).




