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Research advances in immunological dysfunction in children with autism spectrum
disorders
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Abstract: Autism spectrum disorders (ASD) are a group of neuro-developmental disorders in early childhood which are
defined by social difficulties, communication deficits and repetitive or restrictive interests and behaviours. The etiology
of ASD remains poorly understood. Much research has shown that children with ASD suffer from immunological
dysfunction. This article reviews the current research progress on immunological dysfunction in children with ASD,
including abnormalities in immune cells, antibodies, complements, cytokines, major histocompatibility complex and
their potential association with ASD, and explores the impacts of maternal immunological activation on the immune
dysfunction of children with ASD. [Chin J Contemp Pediatr, 2014, 16(12): 1289-1293]
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