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Potentiation mechanism of organophosphate-induced

delayed neuropathy

CHANG Ping-An, WU Yi-Jun

( Laboratory of Molecular Toxicology , Institute of Zoology , Chinese Academy of Sciences , Beijing

Abstract: Certain esterase inhibitors potentiate
the axonopathy induced by toxic agents or trauma.
Organophosphate-induced delayed neuropathy may
serve as a model for studies of the potentiation of
axonopathy. Potentiation is believed to interfere
with repair process of the nervous system. The
target of potentiation remains unclear so far; ho-
wever, it is not the neuropathy target esterase,
which is a putative target of organophosphate-
induced delayed neuropathy, but another esterase

100080, China)

that is similar to neuropathy target esterase may be
involved in the mechanism of potentiation.
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ropathies; organophosphate-induced delayed neu-
ropathy
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