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l ABSTRACT

Oxidative stress in ASD

Hideo Matsuzaki

Research Center for Child Mental Development University of Fukui

The increasing evidence suggests that oxidative stress findings have emerged in recent bioenergetics studies of autism
spectrum disorders (ASD) . According to previous research, oxidative stress findings have potential as a clinical target for
ASD. A link between ASD and oxidative stress will be explored in the research upcoming.

(Japanese Journal of Biological Psychiatry 31 (2) : 76-79, 2020)




