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ABSTRACT Table 1. Characteristics of patients with hyperekplexia caused by SLC6A45 variant Table 3. Characteristics of patients with hyperekplexia caused by GLRAI variant
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* The third point of interest 1s the decreased prevalence of GLRA variants in Saudi
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Saudi patients (11 males, 11 females) with hereditary missense identified variant in most cases of hyperekplexia examined in this study.
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