500 %5 45 11 )

P E BRI & Vol.20 No.11
2018 4F 11 Chin J Contemp Pediatr Nov. 2018
doi: 10.7499/}.issn.1008-8830.2018.11.019
i
Y = [ >
v- Ak T IRAG 5 1l A O e
‘_‘i“
i 2 B i/ o8 3t i
Fok Fde 2 Eh¥H ORE OBH FR
(ERXFEHE—ERRF/AAILA, T4 KA 130021)
[FEZE ] JORIETE RBEGS (ASD) M9 R R ALl o AN H . B RTBFSR R, ASD BILAFEZ Rl

WS, FEEDTAER (Glu) . y- AT (GABA) . UM, 5- BOMHHES R, M1k Glu fE
i3 SEORAM M GABA REMIZE8 iR M 5 ASD I & B VIAHOC . ASD SRS RIAESE S ASD Il RAIFFE ¥ 7R
GABA {55530 B W] BETE ASD [ ALK P R EZ/EM . UL, 30K GABA 553 5 ASD A RaHLI 4 AH
KMIFEHAT T L4538, Dhilb—BHR1F ASD &AL, i ASD MR 7 R HEHS Ik .

[ FESRILBIZE, 2018, 20 (11) : 974-979]

[ k88 ]  IOMERE RERAT; MhEBit; y- A TR JLE

A review on the role of y-aminobutyric acid signaling pathway in autism spectrum
disorder
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Abstract: The etiology and pathogenesis of autism spectrum disorder (ASD) are not yet clear. Studies have shown
that there are many neurotransmitter abnormalities in children with ASD, mainly involving in glutamate, y-aminobutyric
acid (GABA), dopamine, 5-HT and oxytocin. The imbalance of excitatory glutamatergic neurotransmitters and inhibitory
GABAergic neurotransmitters is closely related to the pathogenesis of ASD. Both animal model studies and clinical
studies on ASD suggest that GABA signaling pathway may play an important role in the pathogenesis of ASD. This
article reviews the research on the association between GABA signaling pathway and the pathogenesis of ASD to further
explore the pathogenesis of ASD and provide theoretical basis for the treatment of ASD.
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