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Research Advance of OPs Neural Development Toxicity Mechanism
ZHANG Yu-tong, MA Xue-mei et al
Abstract Organophosphate pesticides (OPs) are the most commonly used synthetic chemical compounds at present, and the toxic effect in-
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duced by OPs has become a global public health issue. The neurodevelopmental toxicity induced by OPs relates primarily to irreversible inhibi-
tion of acetylcholinesterase ( AChE) resulting in accumulation of acetylcholine in the cholinergic receptors. However, other putative mecha-
nisms, which have been associated with excitatory amino acid system, dopaminergic neurotransmitters, 5-HT mediator system, cAMP response
element and oxidative stress, have also been proposed recently. The purpose of this review is to summarize the current research on the mecha-

nism underlying the OPs induced neurodevelopmental toxicity.
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