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Research advances in candidate genes for autism spectrum disorder

YANG Zhi-Liang, SUN Gui-Lian. Department of Pediatrics, First Affiliated Hospital of China Medical University,
Shenyang 110001, China (Email: zhiliang yang@sina.com)

Abstract: Autism spectrum disorder (ASD) is a kind of neurodevelopmental multigenic disorder. More than one
hundred of candidate genes for ASD have been reported. The candidate gene research for ASD involves in chromosome
loci and screening of candidate genes and epigenetic abnormalities for candidate genes. The reported genes encode
neural adhesion molecules, ion channels, scaffold proteins, protein kinases, receptor protein and carrier protein, signaling
modulate molecules and circadian relevant proteins. The research of mutation screening and expression regulation of
candidate genes can help to elucidate genetic mechanisms for ASD, and may provide new approaches for the diagnosis

and treatment of this disorder. This article reviews the research advance in candidate genes for ASD.

[Chin J Contemp Pediatr, 2016, 18(3): 282-287]
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