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Role of NADPH oxidase and its inhibitor in cerebral ischemia/reperfusion injury

XU Li-Li', GAO Ya-Ran™, REN Xiao-Ling’, LV Pei-Yuan"*’

1.Graduate School of Hebei North University , Zhangjiakow, Hebei 075000, China

2.Department of Neurology , Hebei Medical University, Shijiazhuang, Hebei 050017, China

3.Department of Neurology , Hebei Provincial People’s Hospital, Shijiazhuang, Hebei 050051, China

Corresponding author: Lv Pei-Yuan, Email: peiyuanlu@163.com

Abstract: Excessive reactive oxygen species (ROS) is released in ischemic cerebrovascular disease, which exceeds the
body’ s antioxidant capacity after reperfusion and finally leads to brain tissue damage. Therefore, antioxidant treatment has
been considered a therapeutic method for ischemic cerebrovascular disease, but clinical trials have not yet been able to pro-
mote the translation of this concept into patient treatment regimens. As the translation of this concept, current studies main-
ly focus on the source of ROS, rather than ROS itself. In this context, NADPH oxidases (NOX) have been identified as im-
portant generators of ROS in the cerebrovascular system under general physiological conditions and during ischemia/reperfu-
sion, and they mainly participate in oxidative stress and mediate autophagy and inflammation. Inhibition of NOX can signifi-
cantly reduce ischemic injury in stroke, but the subtypes of the NOX family vary in distribution and activation mechanism,
so it is necessary to clarify its mechanism and the significance of using inhibitors for treatment. This article reviews the re-
search advances in the structure of NOX,, its mechanism of action in cerebral ischemia/reperfusion injury, and related inhib-

itors. [Journal of International Neurology and Neurosurgery, 2021, 48(6): 554-558.]
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