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[Abstract] Autism spectrum disorder (ASD) is a severe neurodevelopmental disorder with high preva-
lence. Its clinical core symptoms are impaired social interaction, repetitive stereotypic movements and narrow
interests. At present, the pathogenesis of ASD is unknown,and effective treatments are still lacking. Gluta-
mate is the major excitatory neurotransmitter in the mammalian brain. The studies have shown that disturb-
ance of the glutamatergic system is involved in the occurrence and development of various neuropsychiatric
diseases. In recent years,the role of glutamate in the occurrence and development of ASD has received more
and more scholars’ attention. Current research focuses on abnormalities in glutamatergic gene expression and
metabolic pathways,including changes of glutamate metabolism in gut microbiota of ASD patients. Currently,
there is no specific glutamatergic drugs for treating ASD. This article provides information about the role of
the glutamatergic system in the pathophysiology of ASD and its potential target for new treatments.
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