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A Case of Aconite Intoxication and Recurrent Ventricular Arrhythmia
without Apparent Myocardial Damage after 20,680 Joules DC Shock

Young Ju Jin, M.D., Ji Hyun Lee, M.D., Jae Hong Choi, M.D.,
Byoung Gue Na, M.D., Gi Byoung Nam, M.D., Dong Woon Kim, M.D.,
Jae Ho Earm, M.D., Myeong Chan Cho, M.D., Seung Taik Kim, M.D.

Department of Internal Medicine, College of Medicine, Chungbuk National University,
Cheong-Ju, Korea

The aconite root has been used in oriental medicine to improve metabolism of debilitated patient and to
cure acute dysuria, cardiac weakness, gout, neuralgias and rheumatism. The crude drug “bu-shi” or
“cho-oh”, which is obtained from the Aconitum roots, contains the potent poisons aconitine, mesaconitine,
jesaconitine, and hypaconitine, which are Co diterpenoid ester alkaloids. These alkaloids have been known
to induce fatal cardiac arrhythmias, such as ventricular tachycardia, and ventricular fibrillation.

In ventricular tachycardia or fibrillation, cardioversion/defibrillation are the most effective
treatment of choice to terminate reentrant arrhythmias. Through animal experiments, it has been
known that repeated delivery of high energy DC shocks cause some myocardial damage, and the
severity of myocardial damage is proportional to the delivered energy. The paddle size, defibrillation
interval and total delivered energy have also been known to be associated with the severity of injury.
But in humans, the amount of energy that causes myocardial damage or dysfunction has not been
studied. Therefore it is necessary that a quantitative study on this issue in conjunction with the
amount of each delivered energy and the interval between electrical shocks should be done. We
experienced a 36 year old man who complained nausea, vomiting, dizziness and generalized
weakness and showed hemodynamic compromise with recurrent ventricular tachyarrhythmias such
as bidirectional ventricular tachycardia, Torsades de pointes and ventricular fibrillation. This patient
was resuscitated with repeated cardioversion/defibrillation of 20,680 Joules for 8 hours and 30
minutes, but did not show significant myocardial damage.
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A : Initial ECG
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Fig. 1. ECG findings AO Initial ECGO bidirectional ventricular tachycardia.
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B : ECG during Hospitalization
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C : ECG at Discharge

Fig. 1. ECG findings.
BO ECG during hospitalization
O Ventricular tachycardia
Torsades de pointes,

AV dissociation/junctional tachycardia/ventricular bigemini.

CO ECG at dischargel Normal sinus rhythm.
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Fig. 2. Myocardial Scan(99mTc-Pyrophophate).
It shows diffusely increased uptake in left upper
thorax and focal hot uptake in left 4th and 5th
ribs which is probably due to injured skeletal
muscle and fractured ribs. There is no evidence
of myocardial uptake.
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