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ABSTRACT: Chloroquine is a widely available drug, used for the treatment of malaria and as
prophylaxis for travellers to endemic countries. Despite widespread availability report of chloroquine
poisoning as suicidal attempt is rare in India. Here we report a case of a young male who presented to
our emergency department with alleged history of ingestion of 3.0 gm of Chloroquine tablets as
suicidal attempt. He developed convulsion and cardiac arrest after admission. He was aggressively
managed in intensive care unit.
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INTRODUCTION: Chloroquine is a derivative of 4-aminoquinoline, which is used in prophylaxis and
treatment of malaria and the therapy of some connective tissue diseases. Owing to its narrow
therapeutic index the drug is relatively toxic, especially in the case of an overdose or an acute
intoxication.

CASE HISTORY: A 21-year-old male was admitted to our emergency department (ED) with an
alleged history of ingestion of 10 tablets of Chloroquine DS (each containing 300mg of chloroquine
base) 4 hours prior to admission in a suicidal attempt. His physical examination revealed that he had
altered mental status, with the Glasgow Coma Scale of 6. His heart rate was 50 bpm, arterial blood
pressure was 70/40 mm Hg. He had respiratory distress and his pulse oxygen saturation was 80%
with face oxygen mask. He was immediately intubated for airway protection but soon after that his
clinical condition rapidly deteriorated and he developed cardiac arrest. Epinephrine (1mg) and
atropine (1.2 mg) were administered intravenously. Cardiopulmonary resuscitation was started and
his heart rhythm showed ventricular tachycardia with weak pulse. He received three electrical
cardioversion shock. Which established a regular rhythm with a rate of 60/min and blood pressure of
70/50 mmHg. He received intravenous normal saline bolus (20mL/kg) and supportive therapy with
dopamine infusion (10mcg/kg/min) was started which restored his heart rate to 70/min and blood
pressure to 90/50 mmHg. He developed generalised tonic clonic seizures immediately after
cardiopulmonary resuscitation. His seizure were treated with intravenous diazepam.

A continuous diazepam infusion (2mg/kg/24 h) was started following the recommendations
of previous studies.(12) Gastric lavage was performed, and he received activated charcoal when he
was haemodynamically stable. His ECG was initially abnormal and the QRS complex was 0.14 sec.
wide and returned to normal after 48 hours Laboratory examination revealed a serum potassium
level of 2.6mEq/], serum bilurubin, AST and ALT, blood urea and serum creatinine were within
normal range. Potassium supplementation was started immediately under strict cardiovascular
monitoring. He remained haemo dynamically unstable until his clinical condition started to improve
by the end of the second day. On the third day, the infusions of dopamine and diazepam were
gradually stopped.
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The patient was extubated 72 hours after admission. He subsequently made a complete
recovery with no residual neurological deficit and was discharged from the hospital on seventh day.

DISCUSSION: Chloroquine is an antimalarial drug of 4-aminoquinolines group. Chloroquine is the
drug of choice for clinical cure and suppressive prophylaxis of all types of malaria, except that caused
by resistant P-falciparum. Chloroquine exerts its toxicity by quinidine-like mechanisms: It is a
profound negative inotrope and a vasodilator. It slows intraventricular conduction. Oral chloroquine
is rapidly and almost completely absorbed, resulting in transiently high blood concentrations early in
the distribution phase that are potentially cardiotoxic.34) Patients may also develop severe
hypokalaemia, which is strongly related to the severity of toxicity. Chloroquine toxicity may also
present with drowsiness, irritability, vertigo, visual disturbances, convulsions, QRS widening,
abdominal cramps, vomiting and apnoea.®)

Ingestion of 5gm of chloroquine is found to be almost fatal within four hours without
treatment and life threatening cardiac arrhythmia has been reported even with 150 mg of
Chloroquine as a single dose.(®) Riou et al. have identified systolic blood pressure <90 mmHg, QRS
complex duration >0.12sec., dose >5gm and blood chloroquine concentration >25mcg mol/l as
predictors of a fatal outcome in chloroquine poisoning and recommended the use of diazepam
infusions to treat severe cases in whom a fatal outcome would previously have been expected.(®
Diazepam is a valuable therapeutic agent in experimental chloroquine poisoning, it counteracts some
hemodynamic and electrocardiographic changes, and increased urinary excretion of chloroquine in
experimental chloroquine poisoning, but diazepam cannot be considered as an antidote against
chloroquine.(®.2)

The management of severe chloroquine intoxication involves control of airway, breathing and
circulation, prevention of further absorption, stabilizing the cardiovascular system and aggressively
managing hypokalemia. Activated charcoal absorbs chloroquine very effectively from the
gastrointestinal tract (GIT), and should be administered as soon as possible in known or suspected
chloroquine poisoning.(). Haemoperfusion is ineffective as chloroquine has a large volume of
distribution in the blood and is highly concentrated in the red blood cells.(®) In summary, chloroquine
should be kept in mind as a possible offending agent in patients who present to the ED with
circulatory failure, conduction disturbance, and seizures, especially following a suicide attempt.(9
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