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A Case of Severe Aconitine Intoxication with Ventricular Tachycardia,
Successfully Treated by a Combination of Two Anti-arrhythmic Drugs
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Won Kim, M.D., Kyoung Soo Lim, M.D.

Department of Emergency Medicine, Ulsan University college of Medicine, Asan Medical Center, Seoul, Korea

Aconitine is an anti-inflammatory agent with therapeutic uses in oriental medicine as an analgesic and for treatment

of stroke. Because of its sodium channel effect, aconitine can promote undesirable, wide complex tachyarrhythmia.

If tachycardia develops during use of aconitine, class la and class Ill anti arrhythmic drugs can be utilized for treat-

ment. However there are no single anti-arrhythmia agents which are uniformly effective. We report a case, charac-

terized by wide complex tachyarrhythmia and severe hypotension, which was successfully treated by simultaneous

injections of amiodarone and lidocaine.

A 59-year-old woman exhibiting clinical signs of drowsiness as a result of ingesting 6 g of aconitine, was admitted to

the emergency department. Initially, wide complex tachyarrhythmia (ventricular tachycardia and pulse rate of 180

beats/min) and severe hypotension (blood pressure of 53/26 mmHg) was observed. After simultaneous injection of

amiodarone and lidocaine, the patient s rhythm pattern changed to an accelerated junctional rhythm with ventricular

premature complex. Two hours later, the patient s heart pattern became a sinus rhythm.

As demonstrated by this case, simultaneous injections of amiodarone and lidocaine can be useful in treating ventric-

ular arrhythmia induced by aconitine.
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Fig. 1. Ventricular Tachycardia- It was an initial presented rhythm
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Fig. 2. Accelerated junctiona rhythm with ventricular premature begts - It was documented 1.5 hours after repested anti-arrhythmic drug infusion.
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P23 208,000/mm’o]l o ol Aul =g o]Eolu| =
SH A (AST)/gebdobr] =AD& A (ALT) 72/55 IU/L,
A7hE}QIQIAt A A (ALP) 125 IU/L, ZAntEEasddd
A4 177 IU/L, 292]F49 0.7 mg/dL, obdetAl/ 2] =}A)
113/55 U/L, A2 2aF /Aol a A
12/0.9 mg/dL, % 255 mg/dL, nfo] & Z2Hl 251
ng/mL, Troponin-T ¢ 0.05 ng/mL, CKMB ( 1.0 ng/mL,
HUIEFo|=FE|=(BNP) 66 pg/mL 0|9t} 13 H5
10% Fellx= AR o] A& o] 2l=7kQl 50 mg F7F
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o] HA oM (Fig. 2). 2A17F Foll= A% AW R 3=
= ek (Fig. 3).

A= Ui 2dA ol 83571 ZdstEo] 7|3
< AA AL U 39 A Sdg EF glo] A=A
S AST/ALT 2 7)€} AAA $35 HAslEo] 59
stler, 5 15 F AslE S Al glo] S =9l
2 gkt
1

B elsteld 9712 el 215
S0l ALgElo] ghon olslols P
L 5ol 28 5ol Amol B3 ich o
A QTR B FEel B BE W ] sa

al
=
=

=
o
=

s A e AT R 8
I aVL
1

W R A e e o o e _J’, N JJ'. A l ‘1
m aVF
] |
1 A Il J—ta ‘I‘ A \ ‘\

g8

a0

Aalgioig

o

on
z
m
T
>
o
Jn
@
H
fJ

SO0t ds822 Xz

How UFTANNY & A%

wiieh oghe] ojee}

= e oAl 4 g3to] MulE Ashed ALg
2 5 gout, 237 4% 354 vekd  glrka

FelA Y, Al E5e) Eof Welz whE Aofolv]
olg]2& & a3 2K aristolochic acid)o] gi-F o] 1o 4l
AT AH3HE fehol 2 £40] AT 5 9T B
=249 s A A= Al EA]o] HAA = LU AqE T3k
o) S48l 23] A7 S7Halsd st =
AEe Ae #9T + Udeh
Aol 23 okxY ™ (aconitine) 0|2t FZ RO =
741594 = AEe UYEF 52 2gsta 52 e
]—% %311 *1] °-‘.’ o FYUEYE

o O
ol

I AEE

%o 54

A Bl -]Eo}ﬂ A3t kA=
%ﬁﬁ,gi U;E% TE A B¥

= £ 7}4 Class I Al
o] g Am orZo] AR HC 18] Class 111 A L]
FHA oFE 3 TF F2 AL} P UEF
B2 AGEHAES 7HAAL o g X5 AT 5 3l
FE LT FFe vA=H, FA FHE 2A F
A7) BS71E Z7MA7]E Hhioe s A gA4S
AAsA Ak, et obFUES 2t AldR g
e
' ",fr L \; f i i i ‘I ]
=TT M = L
| |
| ! Lo .\_-‘L N w2
,;i.-‘f\--- T f A
| ! :
|
1\ . || i l UK —».,l AL

Fig. 3. Norma sinus rhythm - The rhythm was conversed after 2 hours after repeated anti-arrhythmic drug infusion.
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