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Figure 6. Sanger sequencing chromatogram for patient 11012351, showing a heterozygous
deletion removing a single exon from the reading frame of the GPR98 gene (chr5:90,109,981-
90,111,708; GPR98 c.16079-1455_¢.16196+155del, p.(Ser5361Profs* 25); NM_032119.3). ¢.16079-
1455 ¢.16196+155del has not been previously reported in the literature, however it is expected to
cause the deletion of exon 75 and flanking intronic regions of GPR98. Deletions that cause the
removal of whole exons in GPR98 have previously been reported in patients with Usher syndrome,*
and the removal of exon 75 is predicted to cause premature termination of the GPR98 protein

product.
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