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Abstract:  Autism spectrum disorder ( ASD) has complex pathological mechanisms, and dysfunction of the nervous system and the im-
mune system has great significance in the research on the pathological and physiological mechanisms of autism. Microglial cells play an
important role in coordinating the development of the central nervous system and homeostasis. Genetic or environmental factors may lead
to abnormal synaptic pruning and immune response mediated by microglial cells in fetal period and early development, which may be in-

volved in the pathogenesis of ASD. This article reviews the research on the involvement of microglial cells in synaptic pruning and neuro-

immunology in autism and discusses the neurobiological mechanism of microglial cells involved in ASD and potential treatment targets.
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