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Abstract

A case of cholinergic crisis induced by a usual dose of distigmine bromide

Mineji Hayakawal, Satoshi Gando?, Yuji Morimoto?Z,
Yosihiro Takeyama?, Kouji Nakamural,

Takasi Furune!?, Izumi Matsubaral

1 Department of Emergency and Critical Care Medicine,
Sapporo City General Hospital
2 Department of Anesthesiology and Critical Care Medicine,

Hokkaido University Graduate School of Medicine

Distigmine bromide is an anticholinesterase, available for the
treatment of urinary retention. We describe a case of
life-threatening cholinergic crisis induced by a usual oral dose of
distigmine bromide for postoperative urinary retention. An
82-year old man with mild chronic renal failure was transferred
to our emergency room due to a cholinergic crisis accompanied

with cyanosis, hypotension, and consciousness disturbance. The
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patient was orally administrated 10mg/day of distigmine bromide
for two days. The patient's serum cholinesterase level decreased
to 3 IU/l. Mechanical ventilation, fluid resuscitation, and
inotropic support were performed. A few days following
admission, 1in spite of continuous low levels of serum
cholinesterase, his toxic symptoms almost disappeared.
Extubation was performed, and the patient had an uneventful
recovery.

We should be aware of the possibility of cholinergic crisis when
patients with renal failure are prescribed for distigmine bromide.
During cholinergic crisis, toxic symptoms are not paralleled with
serum cholinesterase level. We should treat for cholinergic crisis

with carefully observing clinical symptoms.

Key words : cholinergic crisis

distigmine bromide

anticholinesterase poisoning
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Figure legends

Fig. 1. Time course of cholinesterase levels
S-ChE = serum cholinesterase, RBC-ChE (true) = red blood cell

true cholinesterase, RBC-ChE (pseudo) = red blood cell pseudo

cholinesterase

Fig. 2a. Summary of daily dose of distigmine administration

Fig. 2b. Total dose of distigmine used before cholinergic
Ccrisis

Fig. 2c. Duration of distigmine administration before

cholinergic crisis.
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