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Pathmanand C, Poovorawan Y, Chomdej S, Rungruxsirivorn S,
Kanjanapipatkul P. Acute iron poisoning. Chula Med J 1984 Jun;
28 (6) : 639-656

Acute iron poisioning is a relatively common and sometimes
fatal intoxication in childhood, due to a widespread use of iron
preparations as a hematinic and in combination with vitamins.
Apart from the access availability, its external appearance and
Sflavor, which is similar to sugar coated candy, together with
the innocence of the public for its potential hazard, play the
importent toles among the contributing factors of overdosage
ingestion. The clinical manifestations described can range from
vomiting, bloody diarrhea, shock to ecute hepatic failure. Peritonitis,
pneumatosis cystoides intestinalis, coagulation defect, stenosis of
stomach and intestine and severe mental retardation were listed
among the complications and sequelae.

Seven patients admitted with overdosage of iron ingestion
to the pediatric department, Chulalongkorn Hospital during January
1979 to December 1982 were analysed. 7 manifested with
gastrointestinal symptoms—vomiting aud tarry stools. In all, there
were neither signs nor symptoms of shock. 6 had leukocytosis.
4 had positive abdominal roentgenogram. 4 exhibited abnormal
liver function test and 5 manifested positive brownish-red urine
after testing with deferoxamine. All had received deferoxamine.
as an antidote and other symptomatic management. 2 died of
acute periportal necrosis of the liver, constituting 28 % mortality
rate.

The prevention and public education of iron toxicity are far
more important than the management of the patient.
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