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Dimethoate Intoxication with Refractory Shock and Hyperglycemia
Jae Eun Kim, M.D., Jin Hee Jung, M.D., Hyun A Bae, M.D., Eun Kyung Eo, M.D.

Department of Emergency Medicine, School of Medicine, Ewha womans University, Seoul, Korea
Organophosphorus insecticides induce different clinical manifestations varying according to the different side
groups attached to the phosphate, their rates of degradation, and their fat solubilities. In consequence of this varia-
tion, specific treatments are required for particular organophosphorus insecticides. We report a unusual case of
intoxication with dimethyl organophosphorus insecticide in a 26-year-old woman. She manifested atypical and ulti-

mately fatal symptoms including profound shock, refractory hyperglycemia, and hypothermia.
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ATHFig. 1). Q9 BY JALF 84 13.6 g/dl, I
34,600/mm’® (seg72.8%), A2 257,000/mm’e] 1L,
kst HAF 4 Na/K/Cl 138/2.7/97 mEq/L, BUN/Cr
12/1.1 mg/dl, AST/ALT 51/64 1U/L, glucose 337
mg/dl, amylase/lipase 1,055/33 TU/L, CK 66 IU/L},
A Fof glo] Alfg THE stA HAAHE pH
7.095, pCO2 49.0mmHg, pO: 118.6 mmHg, base
excess -15.5 mmol/L, bicarbonate 14,4 mmol/L, O,
saturation 96.6% SGtH119 F~FZNA 4kA 5 L/min H
3 ). 713 AEE AIAEIAAL, T A g8 A
Al BE 2R 8 o] &3t BEHQ X8E AESIATH

Fig.1. Chest AP of the patient. This shows haziness on right
upper lung field.
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Fig. 2. Serial cholinesterase level measurement. The level of cholinesterase level was very low at admission, and continued low level

until death. HD : hospital day
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