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The two common species Nerium oleander 
Linn (common, white, or pink oleander) and 
ThevetiaperuvianaJuss (yellow oleander) belong to 
the family Dogbaneapocynaceae. The yellow oleander 
(Thevetiaperuviana) is an ornamental tree that is 
common throughout the tropics and subtropics. (1) 
All parts of the plantincluding: stems, leaves, young 
shoots, flowers contain cardiac glycosides. (1) Ingestion 
of its seeds results in a clinical scenario similar to that 
of digoxin overdose. (2) Ingestion of an oleander seed 
is equal to that of swallowing 100 digoxin tablets in 
one container. (2) Severely poisoned patients may 
die in Direct current (DC) shock-resistant ventricular 
fibrillation. Many patients with moderate poisoning 
show PR interval prolongation and progression to 
atrioventricular (AV) dissociation. Accidental poisonings 
occur throughout the tropics, particularly in children. 
We report 2 children with yellow oleander poisoning. 

A 14 years old boy presented with history of 
consumption of 1 oleander seedfollowed byvomiting, 
loose stools and giddiness. Examination revealed 
bradycardia with irregular rhythm. Stomach wash 
was given with activated charcoal. Electrocardiograph 
(ECG) showed sinus bradycardia with pauses (figure 
1). Temporary pacemaker implantation was done. 
Pacemaker was removed at the end of 48 hours as 
ECG showed normal pulse rhythm. Second child was 
a 15 years old girl who presented with 1 episode of 
vomiting following consumption of a crushed oleander 
seed. Examination revealed bradycardia with regular 
rhythm. ECG was suggestive of sinus bradycardia. She 
responded to atropine infusion. Repeat ECG done at 
the end of 48 hours was normal.
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Figure 1: ECG of patient (1) showing sinus bradycardia

There are very few studies on T.Peruviana poisoning 
especially in pediatric age group. (3) We report these 
cases to highlight the cardiac toxicity of Oleander 
poisoning even in small doses. The cardiac glycosides 
of Oleander produce more gastrointestinal effects than 
those in digoxin, and the symptoms range from nausea 
and vomiting to cramping and bloody diarrhea. (1) It 
causes burning and irritation of mucosal membranes. 
Confusion, dizziness, drowsiness, weakness, visual 
disturbances are neurological manifestations of toxicity.
(3) Most serious side effects of Oleander poisoning 
are cardiac rhythm disturbances including ventricular 
dysrhythmias, tachyarrythmias, bradycardia, and heart 
block. ECG reveals prolonged PR interval, a decreased 
QRS-T interval, and T wave flattening/inversion. (3) 
Cardiac manifestations are due to vagotonia and 
direct cardiac glycoside toxicity. (3) Investigations 
include electrolytes and ECG. (4) Treatment consists 
of administration of a single dose ofactivated charcoal, 
treatment of hypotension or bradycardia with small 
bolus doses of atropine (0.3–0.6 mg) intravenously 
or as infusion (0.6 mg/hour) to maintain the normal 
heart rate, treatment of co-existent hypokalemia 
and hypomagnesaemia. (2) AV node and/or severe 
sinus node block, ventricular tachycardia and serum 
potassium > 5.5 are indications for anti-digoxin Fab 
(400 mg over 20 min followed by 400–800 mg over 
4–8 hours by infusion) if available. The best regimen 
is currently unclear. (1) Severe bradycardia due to 
AV block may require with temporary pacing.In the 
absence of anti-digoxin Fab, ventricular fibrillationis 
treated with low energy DC cardioversion. (1)
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A 9 month old male infant presented with cough, 
increased irritability, hurried breathing, chest in-
drawing, interrupted feeding and diaphoresis for four 
days prior to admission. He had regular doctor visits 
from early infancy for recurrent upper respiratory 
tract infections, episodes of inconsolable crying, and 
poor weight gain for which he had received multiple 
oral antibiotics, nasal decongestants, antitussives, 
antispasmodics and hematinics but with no significant 
improvement in these symptoms. On presentation this 
time, he appeared sick, irritable, had severe pallor, 
periorbital puffiness and sacral edema with tachypnea 
(respiratory rate – 76/min) and tachycardia (heart 
rate-184/min). He was hyperglycemic (random blood 
sugar was 246mg/dl), severely underweight (4.2kgs) 
and stunted (58cms). His peripheries were cold with 
poor pulses and prolonged capillary refill time (CRT) 
of > 3sec. Oxygen saturation with 6 litres of oxygen 
varied between 95-98%. He had precordial bulge with 
pushed down heaving apical impulse and S3 gallop on 
auscultation. Crackles were heard at the basal areas of 
lung fields and there was tender hepatomegaly. He was 
treated with oxygen, empirical antibiotics, intravenous 
fluids (restricted maintenance), dobutamine at 10 
µg/kg/min, digoxin, diuretics and packed red cell 
transfusion in view of hemoglobin being 4.4 g/dl. 
Chest x-ray revealed pulmonary plethora and massive 
cardiomegaly with left ventricular type of apex and 
cardiothoracic ratio of 0.72. Electrocardiograph showed 
left ventricular (LV) enlargement and Q waves in lead 
I and avL. Colour doppler echocardiography showed 
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concentric left ventricular hypertrophy with ejection 
fraction of around 60% and origin of the left main 
coronary artery (LCA) from the main pulmonary trunk 
with reversal of flow in the LCA. Coronary angiogram 
confirmed the diagnosis of anomalous origin of the left 
main coronary artery (ALCAPA). (Figure 1) The child 
underwent an uncomplicated aortic reimplantation of 
the LCA and his recurrent symptoms abated. 

Figure 1: Coronary angiogram of the child 
showing origin of the LCA from the main 
pulmonary artery.

The anomalous origin of LCA from the pulmonary 
artery (PA) is a rare but serious congenital cardiac 
anomaly accounting for approximately 0.25%-0.5% 
of all congenital heart diseases. (1) The first clinical 
description was described by Edward Bland, Paul 


