
Antimalarial poisoning
Overdosage with quinine, chloroquine, or
hydroxychloroquine is extremely hazardous and difficult to
treat. Urgent advice from the National Poisons Information
Service is essential. Life-threatening features include
arrhythmias (which can have a very rapid onset) and
convulsions (which can be intractable).

Antipsychotic poisoning
Phenothiazines and related drugs
Phenothiazines cause less depression of consciousness and
respiration than other sedatives. Hypotension, hypothermia,
sinus tachycardia, and arrhythmias may complicate
poisoning. Dystonic reactions can occur with therapeutic
doses (particularly with prochlorperazine and
trifluoperazine), and convulsions may occur in severe cases.
Arrhythmias may respond to correction of hypoxia, acidosis,
and other biochemical abnormalities, but specialist advice
should be sought if arrhythmias result from a prolonged QT
interval; the use of some anti-arrhythmic drugs can worsen
such arrhythmias. Dystonic reactions are rapidly abolished
by injection of drugs such as procyclidine hydrochloride
p. 263 or diazepam (emulsion preferred).

Second-generation antipsychotic drugs
Features of poisoning by second-generation antipsychotic
drugs include drowsiness, convulsions, extrapyramidal
symptoms, hypotension, and ECG abnormalities (including
prolongation of the QT interval). Management is supportive.
Charcoal, activated p. 866 can be given within 1 hour of
ingesting a significant quantity of a second-generation
antipsychotic drug.

Benzodiazepine poisoning
Benzodiazepines taken alone cause drowsiness, ataxia,
dysarthria, nystagmus, and occasionally respiratory
depression, and coma. Charcoal, activated can be given
within 1 hour of ingesting a significant quantity of
benzodiazepine, provided the patient is awake and the
airway is protected. Benzodiazepines potentiate the effects
of other central nervous system depressants taken
concomitantly. Use of the benzodiazepine antagonist
flumazenil p. 867 [unlicensed indication] can be hazardous,
particularly in mixed overdoses involving tricyclic
antidepressants or in benzodiazepine-dependent patients.
Flumazenil may prevent the need for ventilation,
particularly in patients with severe respiratory disorders; it
should be used on expert advice only and not as a diagnostic
test in children with a reduced level of consciousness.

Beta blockers poisoning
Therapeutic overdosages with beta-blockers may cause
lightheadedness, dizziness, and possibly syncope as a result
of bradycardia and hypotension; heart failure may be
precipitated or exacerbated. These complications are most
likely in children with conduction system disorders or
impaired myocardial function. Bradycardia is the most
common arrhythmia caused by beta-blockers, but sotalol
may induce ventricular tachyarrhythmias (sometimes of the
torsade de pointes type). The effects of massive overdosage
can vary from one beta-blocker to another; propranolol
overdosage in particular may cause coma and convulsions.
Acute massive overdosagemust be managed in hospital and

expert advice should be obtained. Maintenance of a clear
airway and adequate ventilation is mandatory. An
intravenous injection of atropine sulfate p. 837 is required to
treat bradycardia. Cardiogenic shock unresponsive to
atropine sulfate is probably best treated with an intravenous
injection of glucagon p. 482 [unlicensed] in glucose 5% (with
precautions to protect the airway in case of vomiting)
followed by an intravenous infusion. If glucagon is not
available, intravenous isoprenaline (available from ‘special-

order’manufacturers or specialist importing companies) is
an alternative. A cardiac pacemaker can be used to increase
the heart rate.

Calcium-channel blockers poisoning
Features of calcium-channel blocker poisoning include
nausea, vomiting, dizziness, agitation, confusion, and coma
in severe poisoning. Metabolic acidosis and hyperglycaemia
may occur. Verapamil and diltiazem have a profound cardiac
depressant effect causing hypotension and arrhythmias,
including complete heart block and asystole. The
dihydropyridine calcium-channel blockers cause severe
hypotension secondary to profound peripheral
vasodilatation.
Charcoal, activated should be considered if the patient

presents within 1 hour of overdosage with a calcium-channel
blocker; repeated doses of activated charcoal are considered
if a modified-release preparation is involved. In patients with
significant features of poisoning, calcium chloride p. 614 or
calcium gluconate p. 614 is given by injection; atropine
sulfate is given to correct symptomatic bradycardia. In
severe cases, an insulin and glucose infusion may be
required in the management of hypotension and myocardial
failure. For the management of hypotension, the choice of
inotropic sympathomimetic depends on whether
hypotension is secondary to vasodilatation or to myocardial
depression—advice should be sought from the National
Poisons Information Service.

Iron salts poisoning
Iron poisoning in childhood is usually accidental. The
symptoms are nausea, vomiting, abdominal pain, diarrhoea,
haematemesis, and rectal bleeding. Hypotension and
hepatocellular necrosis can occur later. Coma, shock, and
metabolic acidosis indicate severe poisoning.
Advice should be sought from the National Poisons

Information Service if a significant quantity of iron has been
ingested within the previous hour.
Mortality is reduced by intensive and specific therapy with

desferrioxamine mesilate p. 598, which chelates iron. The
serum-iron concentration is measured as an emergency and
intravenous desferrioxamine mesilate given to chelate
absorbed iron in excess of the expected iron binding
capacity. In severe toxicity intravenous desferrioxamine
mesilate should be given immediately without waiting for
the result of the serum-iron measurement.

Lithium poisoning
Most cases of lithium intoxication occur as a complication of
long-term therapy and are caused by reduced excretion of
the drug because of a variety of factors including
dehydration, deterioration of renal function, infections, and
co-administration of diuretics or NSAIDs (or other drugs that
interact). Acute deliberate overdoses may also occur with
delayed onset of symptoms (12 hours or more) owing to slow
entry of lithium into the tissues and continuing absorption
frommodified-release formulations.
The early clinical features are non-specific and may

include apathy and restlessness which could be confused
with mental changes arising from the child’s depressive
illness. Vomiting, diarrhoea, ataxia, weakness, dysarthria,
muscle twitching, and tremor may follow. Severe poisoning
is associated with convulsions, coma, renal failure,
electrolyte imbalance, dehydration, and hypotension.
Therapeutic serum-lithium concentrations are within the

range of 0.4–1mmol/litre; concentrations in excess of
2mmol/litre are usually associated with serious toxicity and
such cases may need treatment with haemodialysis if
neurological symptoms or renal failure are present. In acute
overdosage much higher serum-lithium concentrations may
be present without features of toxicity and all that is usually
necessary is to take measures to increase urine output (e.g.
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