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Summary Diquat(DQ) s a-non selective quick-acting herbicide, is highly toxic to humans and livestock after ingest-
ion. The toxicity of DQ comes from the production of reactive oxygen species(ROS) through redox cycle, which further

causes oxidative stress, eventually leading to cell and tissue damage. There is no clinical treatment guideline for DQ poi-

soning. This review mainly introduces the research advances on the mechanism of ROS and pharmacological targets in

diquat poisoning, so as to provide foundation for the research of DQ poisoning in the future.
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