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Abstract Background _ A * Acute cholinergic crisis, is the major

Acetylcholinesterase (AChE) is a target enzgme of e AChE is a serine protease that breaks manifestation of OP poisoning. Inhibition
P

organophosphate (OP). Current treatments for down the neurotransmitter acetylcholine g% Z}ég’gz f:l}fo%g? ]iinc’?hllesﬁsef\%asc;:r?;?)lsléamn

poisoning, 1.e. oximes, have limited success, especially to terminate neurotransmission. leading to continuous neurotransmission

without pre-treatment. This study uses molecular e AChE is present in all nerve synapses, Sor and possible death within minutes.
dynamic analysis to shine light on structure and neuromuscular junctions, and RBCs. o

: : ERCEN . ~ \ \ Molecular Dynamic (MD) analysis was
XCHE, Knowledge gaincd by the study of OP inhibition i * OFS.are commonly found oil additives, NN performed to elucidate characteristics of

pesticides, and chemical weapons, which O enzyme/adduct to aid design of more

of acetylcholinesterase should guide future drug BTN
: : L, O can target and inhibit AChE. - - ged" : : :
designs of more effective antitoxins. g aged" enzyme effective countermeasures of OP poisoning.
Figure 1. Proposed mechanism for irreversible “aging” of AChE by an OP.
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