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Abstract

Analysis of Atropine induced psychosis
in patients with drug intoxication

Choung Dae-You
Advisor : Prof. Cho Soo-hyung M.D.
Department of Medicine,

Graduate School of Chosun University

Purpose: The objectives of this study are to investigated the clinical
characteristics- of atropine iInduced psychosis in patients with drug
intoxication required atropine administration and to assess relationship of
influencing factors of atropine induced psychosis.

Methods: This study is reviewed retrospectively the medical records of
patients with drug intoxication required atropine administration in Chosun
University Hospital emergency center from January 2001 to December 2004.
This is compared to vital sign, arterial blood gas analysis(ABGA), amount
and kinds of ingestions, underlying disease, transfer, administered amount
and velocity of atropine in patients of drug intoxication after administration
of atropine. And then time of revealed symptom, duration of recovery and
administered amount and velocity of atropine in patients with atropine
induced psychosis are investigated.

Results: Fifty patients are investigated. Twenty patients are revealed
atropine induced psychosis. In these paitents, organophosphate insecticide
intoxication are twenty, and carbamate intoxication are five and others are
three. In patients with atropine induced psychosis, average duration of
revealed symptom is 41.7hr. and average amount of administered atropine is
163.65mg. Atropine induced psychosis influence treatment because amount

and duration of atropine administraiton are reduced in these patients. The



influencing factors of atropine induced psychosis are sexuality and pCOZ.

Conclusion:  Atropine induced psychosis is high morbidity in patients with
drug intoxication after atropine administration. The influencing factors of
atropine induced psychosis are sexuality and pCO2. The results suggest that
influencing factor of atropine induced psychosis may be helpful in the

treatment of patient with drug intoxication.

Keyword: Atropine induced psychosis, influencing factors.
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[Tablé—l] Clinical symptom of atropine induced psychosis

Symptom Person{%)
Agitation/Irritability 20(39.2%)
Confusion 8(15.7%)
Auditory hallucination 8(15.7%)
Incoherent speech 5(9.8%)
Seizure 2(3.9%)

[Table-2] Influencing factors of atropine induced psychosis

Developed Not deveoped Total
] . . p value
(20 patients) (31 patients) patients)

Age(yr) 54.9 56.5 55.9 0.756

Gender (M/F) 17/3 16/15 33/18 0.015

Systolic BP(mmHg) 138 123.6 129.2 0.375

Diastolic BP(mmHg) 79 771 77.8 0.777

Pulse rate(/min) 101 98.7 99.7 0.855

Body temperature(C) 36.4 36.9 36.7 0.059

Tranfer 17 26 43 0.914

Underlying disease 13 16 29 0.818

pH 7.403 7.342 7.366 0.468

p02(mmHg) 90.7 93.6 92.5 0.074

pC02(mmHg) 33.1 37.1 35.5 0.018

Sa02(%) 96.7 93.6 94.8 0.750
Velocity of atropine

L. ) 2.995 3.010 3.004 0.322
administraion{(mg/Hr.)
Pseudochol inesterase

986.5 864.6 908.2 0.813

(u/n)
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[Fig-1] Relationship between Atropine induced psychosis

. and kinds of ingestions
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[Fig-2] Duration of revealed symptome in atropine induced
psychosis after atopine administration
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[Fig-3] Duration of symptom recovery in atropine
induced psychosis
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[Fig-4] Relationship between atropine induced psychosis
and amount of administered atropine
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[Fig-5] Relationship between atopine induced psychosis

and amount of ingestions
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