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ABSTRACT: Autism is a complex neurodevelopment disorders by impairment in social interaction, verbal communication and
repetitive/stereotypic behavior. The children often show a wide range of cognitive, emotional and behavioral abnormalities. Autism
always begins before the age of three, the male to female ratio is about 4:1, it often accompanied by significant mental retardation. In
recent years, the incidence rate of childhood autism showed an increasing trend. The latest epidemiological survey of the prevalence of
autism in the United States is about 9.1 %o. The widely accepted "Common Disease-Common Variant" hypothesis predicts that the risk
alleles in ASD's and other complex disorders will be common in the general population. Since the early onset of the disease, it is difficult
for early identification, and there is no cure or method can completely cure this disease, which has brought a heavy burden to the society
and families of these children. Twin and family studies in autistic disorders (AD) have elucidated a high heritability of AD, and much
evidence suggests that autism is multi-factorial with a strong genetic basis, but the underlying mechanisms are far from clear. Recently
there are more and more reports on autism and copy number variations (CNVs). The article will discuss the current situation and recent
progress of copy number variations of childhood autism.
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