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Research advances in susceptible genes for developmental dyslexia in children
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Abstract: Developmental dyslexia in children is one of the neurodevelopmental disorders and is affected by various
susceptible genes. In recent years, researchers have found some susceptible genes for dyslexia via chromosome analysis,

genome-wide association studies, association analysis, gene function research, neuroimaging, and neurophysiological
techniques. This article reviews the research advances in susceptible genes for developmental dyslexia, and with the
study on susceptible genes for dyslexia, it lays a foundation for in-depth studies on the “gene-brain-behavior” level and
provides scientific clues for exploring etiology and pathogenesis of dyslexia.
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