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A Case of Aconite Poisoning Successfully Recovered after
I ntravenous Fat Emulsion Therapy

Hee Jun Shin, M.D., Hoon Lim, M.D.
Department of Emergency Medicine, College of Medicine, Soon Chun Hyang University Hospital, Bucheon, Korea

Aconitum is a genus of various species of flowering plants that belongs to the Family Ranunculaceae. Most
Aconitum sp. have extremely toxic alkaloid substances such as aconitine, mesaconitine and hypaconitine. Among
these substances, aconitine can cause fatal cardiotoxicity by activating sodium channels followed by calcium chan-
nels in myocardial cells. Even though there have been various therapeutic plans suggested comprising antidotes
based on diverse case reports and studies, there is no confirmatory treatment protocol for aconite poisoning.

Here, we report an aconite poisoning patient who had refractory ventricular tachyarrhythmia that did not respond to
intravenous amiodarone therapies even though they were sustained for over 2 hours, but showed successful recov-
ery following intravenous fat emulsions (IFE) therapy.
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Fig. 1. Plantsingested by patient.
1: Aconitum triphyllum, 2: Erythronium japonicum, 3:
Ligularia stenocephala, 4: Potentilla egedei, 5: Angelica
decursiva), 6: Allium thunbergii
Except No 1, other plants were informed as nontoxic
herbs.
ldentification, WH Kim, Botanist and Author of ‘Poiso-
nous plants

U U KE RENHXE = 5822

| =
(=] =

]

=2 55 1d

fon

]
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Fig. 2. ECGstaken in previous hospital (2A, 2B) and after arriving emergency room (2C, 2D)
Figures (2A-2D) were laid from top | eft to bottom left clockwise.
Wide QRS tachycardia WQT, Ventricular premature complexes: VPCs, Non-sustained ventricular tachycardia: NSVT,
Electrocardiogram: ECG, Ms. milliseconds, Bpm: beats per minute
* 2A: Initial previous hospital ECG (WQT with VPCsand Lead 1, 111, aVF ST depression)
* 2B: Follow up previous hospital ECG (NSVT switching to WQT with VPCs dternatively)
" 2C, D: Twelve lead ECGs taken on emergency room arrival keeping with 1mg per minute rate of amiodarone infusion with fol-
lowing ECG findings (QRS duration: 108 ms, Multiple VPCs (+), Ventricular rate: 122 bpm).
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Fig. 3. Twelve lead ECGs taken 30 minutes after emergency room arrival (10 minutes after IFE treatment, 3A) versus 120 minutes after

emergency room arrival (100 minutes after | FE treatment, 3B)

Left figure: 3A, Right figure: 3B

ms. milliseconds, bpm: beats per minute, QTc: corrected QT, VPCs: ventricular premature complexes, IFE: intravenous fat emulsion

* 2A: Twelve lead ECG was taken 30 minutes after emergency room arrival (10 minutes after IFE treatment) which showed fol-
lowing ECG findings (QTc interval: 523 ms, QRS duration: 82 ms, VPCs (+), Ventricular rate: 91 bpm).

" 2B: Twelve lead ECG was taken 120 minutes after emergency room arrival (100 minutes after | FE treatment) which showed fol-
lowing ECG findings (QTc interval: 484 ms, QRS duration: 82 ms, No VPCs, Ventricular rate: 77 bpm, normal sinus rhythm).
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