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Figure 1 EMG of the son of proband The left tibial
anterior muscle MUP duration was widened and the
amplitude was increased in mild muscle contraction
(Panel 1la). The right gastrocnemius muscle MUP
duration was widened and the amplitude was increased
in mild muscle contraction (Panel 1b).
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Figure 2 EMG of the proband The right abductor
pollicis brevis MUP duration was widened and the
amplitude was increased in mild muscle contraction
(Panel 2a). The right gastrocnemius muscle MUP
duration was widened and the amplitude was increased
in mild muscle contraction (Panel 2b).
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Figure 3 Sanger sequencing findings A heterozygous mutation ¢.455A > G (p.Asn152Ser) of the BSCL2 gene was founded
in the proband (arrow indicates, Panel 3a), the son of the proband (arrow indicates, Panel 3b) and the second daughter of the

proband (arrow indicates, Panel 3¢). A heterozygous mutation ¢.455A > G (p.Asn152Ser) of the BSCL2 gene was not founded
in the niece of the proband (arrow indicates, Panel 3d).
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