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NADPH oxidase

Role of NADPH oxidase on brain damage due to carbon monoxide
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Carbon monoxide (CO) poisoning stimulates ?eneration of reactive oxygen
species, such as cytotoxic hydroxyl radical (OH), which plays a role in brain damage due to CO
poisoning. The present results suggest that OH generation may be mediated through activation of
NADPH oxidase (NOX) isoforms dependent on Rac (RAS-related C3 botulinus toxin substrate), such as
NOX1 and NOX2, via cAMP signaling pathways and through activation of renin-angiotensin system (RAS),
which is independent of the cAMP signaling pathways followed by NOX activation. Interference with
the RAS with angiotensin Il type 1 receptor antagonists or angiotensin converting enzyme inhibitors,

which are clinically used with high safety, might be a novel therapeutic strategy for patients with
CO poisoning.
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