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Abstract

with a high incidence rate, as one of the important problems all over the world. This paper reviews the genetics research progress

Children’s mental disorder is a type of abnormal behavior and mental disorder in the childhood and the adolescence,

of several common childhood mental disorders (attention deficit, hyperactivity disorder, autism, and others). Most childhood
mental disorders have a high degree of heritability. Understanding the pathogenesis of childhood mental disorders from a genetic
point of view, identifying the disease—related genetic loci, and further understanding the function of the genetic loci, will provide
important basic data for the disease prevention, the diagnosis and the precision treatment. This paper discusses the main genetic
research types and the related main results of several common childhood mental disorders, and on this basis, outlines the
functional research methods and results after the identification of the genetic loci, and finally proposes some future directions for
the genetic research of childhood mental disorders. The result will prouide inspiration for the future genetic research of childhood
mental disorders.
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