SIAME MSHE|X) 2008:6(2):104~109
Volume 6, Number 2, December, 2008

=

of Clinical Toxicology

X

PHEH B8 T 2YT Aconitine T HYSPYRE S LR

Toxicologic Features and Management in Aconitine Intoxication Following
Ingestion of Herbal Tablets Containing Aconitum Species

Wool-Lim Cho, M.D.', Youngho Jin, M.D."?, Tae-Oh Jeong, M.D."?,
Jae-Baek Lee, M.D.'?, Ji-Hun Kang, M.D.?

Department of Emergency Medicine', and Institute for Medical Science, Medical School, Chonbuk National University’ and
Department of Emergency Medicine’, Presbyterian Medical Center, Joenju, Korea

Purpose: Unrefined tablets prepared from Aconitum tubers are occasionally used in Korean folk medicine. This
study defines the potential sources, clinical toxicology, and treatment of aconitine poisoning.

Methods: A retrospective survey was conducted in 63 patients in the ED of a tertiary University Hospital with sus-
pected toxicity from an unrefined tablet prepared from Aconitum tubers from 1999 to 2007.

Results: A total of 63 cases enrolled included 26 men and 37 women, aged 30 to 86 years. Forty-eight patients
ingested aconitine tablets as digestives, 26 tablets on average. After a latent period of 30 to 450 minutes, patients
developed a combination of neurologic (87.3%), gastrointestinal i82.5%), cardiopulmonary (41.3%), and other
(28.6%) features typical of aconitine poisoning. Initial ECG abnormalities revealed dysrhythmia (61.9%), conduction
disturbance (42.9%), and abnormal waveforms (39.7%), with 28.6% of patients having normal ECGs. All patients
received supportive treatment or close observation regardless of ingestion amounts. Patients with hypotension or
ventricular arrhythmia were treated with inotropic agents or amiodarone.

Conclusion: Toxicologic signs and symptoms can occur after the consumption of aconitine tablets, regardless of
ingestion amount. The risk occurs because of inadequately processed aconitine roots. This study will provide impor-
tant data for public education and distribution regulations for Aconitum sp. in Korea..
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Table 1. The patient’s characterisrtics
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Age (year)

Gender (male: female, number)

Purpose for administration (number, %)
Analgesics for pain relief
Strengthening medicine
Digestives
Others

Ingestion amount (tablets)

Systolic BP (mmHg)

Time course
from ingestion to ED presentation
LOS* in ED'

62.31+13.4 (Range: 30~86)
26:37

10 (15.9)

2(32

48 (76.2)

3(4.8)
25.5£13.3 (Range: 3~60)
89.41+29.1 (Range:50~170)

173 minutes (Range: 30~450)
25.6 hours (Range: 2~82)

* Length of stay, * ED: emergency department

Table 2. Frequency of chief complaints on ED* presentation

Table 3. Frequency of ECG abnormalities on ED presentation

Sign and Symptom Frequency (%)
Neurologic 55 (87.3)
Tingling sensation 20 (31.7)
Dizziness 17 (27.0)
Paresthesia and numbness 16 (25.4)
Blurred vision 2(32)
Gastrointestinal tract 52 (82.5)
Nausea and vomiting 34 (54.0)
Abdominal pain or discomfort 12 (19.0)
Diarrhea 6(9.5)
Cardiopulmonary 26 (41.3)
Chest discomfort 16 (25.4)
Dyspnea 5(7.9)
Palpitation 3(4.8)
Transient syncope 2(32)
General 18 (28.6)
Irritability 9 (14.3)
Weakness 4( 64
Chills 2(32)
Sweating 2(32)
Fever 1( 1.6)

* ED: emergency department
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ECG finding Frequency (%)
Dysrhythmia 39 (61.9)
Atrial flutter or fibrillation 15 (23.8)
Ventricular premature contraction 14 (222)
Supraventricular tachycardia 4(64)
Multifocal atrial tachycardia 2( 3.2)
Polymorphic ventricular tachycardia 2(32)
Premature atrial contraction 1( 1.6)
Junctional rhythm 1( 1.6)
Conduction disturbance 27 (42.9)
Right bundle branch block 11(17.5)
1° Atrioventricular block 8 (12.8)
Left bundle branch block 4( 64)
Bifascicular block 2(32)
Left fascicular block 1( 1.6)
Sinoatrial block 1( 1.6)
Abnormal waves form 25 (39.7)
ST change 14 (22.2)
T wave change 11 (17.5)
Interval change 11 (17.5)
QT prolongation 11 (17.5)
Normal 18 (28.6)
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Table 4. Comparison of clinicotoxicologic characteristics between treatment and observation groups
Treatment group (n=32) Observation group (n=31) p-value
Age (years) 6341122 60.7+14.5 0.380
Ingestion amount (tablets) 28.3+12.6 22.7+£13.7 0.097
Time to ED presentation (minutes) 164.1:104.5 181.9+107.4 0.506
LOS in ED (hours)* 31.2+19.9 19.8+11.5 0.008*
Systolic BP at presentation 75.0+22.1 104.4£28.2 <0.001*
Symptoms and Signs
GI track 23 18 0.297
Neurologic 22 22 1.000
Cardiovascular 11 10 1.000
General 5 8 0.355
ECG changes
Dysrhythmia 17 11 0.207
Conduction disturbance 19 6 0.032%
Abnormal waves 14 14 1.000
Interval change 5 6 0.734
Normal 4 14 0.005*

" LOS; Length of stay
* p<0.05
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