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A Case of Central Nervous System (CNS) Toxicity in
Acute Organophosphate I ntoxication
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Acute organophosphate intoxication is important because of its high morbidity and mortality. The mortality is still
high despite the use of atropine as specific antidotal therapy and oximes for reactivation of acetylcholinesterase.
Inhibition of acetylcholinesterase by organophosphate can cause acute parasympathetic system dysfunction, mus-
cle weakness, seizure, coma, and respiratory failure. Acute alteration in conscious state or a coma, which may
occur following organophosphate intoxication, is an indication of severe intoxication and poorer prognosis. This
acute decline in conscious state often reverses when the cholinergic crisis settles; however, it may be prolonged in
some patients. We report on a case of a 60-year-old male who showed prolonged decline in conscious state due to
of Central Nervous System (CNS) toxicity after a suicide attempt with organophosphate.
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Fig. 1. (A) Brain MRI (DWI and T2 GRE) There are hemorrhagic infarction in both hippocampus, and parahippocampa gyrus. (B) Brain
MRI (DWI and Apparent Diffusion coefficient (ADC)) The infarction in both hippocampus, and parahippocampal gyrus are caused
by vasogenic edema. (C) Brain MRI (DWI and Flair) There are gyral cortical high signal intensity in both cerebral hemispheres(pos-
terior dominant). There are diffuse swelling of right midbrain and pons with diffusion restriction. (D) MR Spectroscopy (MRS) There
are decreased N-Acetyl Aspartate (NAA) pesk and subtle lactate/lipid peak in left basal ganglia. (E) MR Spectroscopy (MRS) There
are decreased N-Acetyl Aspartate (NAA) peak and subtle lactateflipid peak in left posterior periventricular white matter.
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