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Lead exposure from environment is increasing in developing countries because of
growing industry and public unawareness. Children is in the higher risk group compare to the
adults for lead poisoning after exposure, because of higher absorption rate and relatively
small body mass, these children may present with atypical symptoms and may be missed.
Early detection a;td treatment are essential to reduce the morbidity and mortality of the disease.
Understanding . the natural history, pathophysiologic changes, proper investigations and
management are necessary for general practisioners and pediatricians to prevent irreversible
damages and better outcome,
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1. Acute lead toxicity

2. Chronic lead toxicity

1. Acute lead toxicity
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lable 1.
Age Mild Symptoms Severe Symptoms
Toddler Anorexia, occasional Slurred speech, anemia,
vomiting, irritability, persistent vomiting,
lethargy, refusal to play peripheral
‘ neuropathy, stupor, ataxia,
convulsions, coma
Child Learning regression;
others similar to
toddler’s symptoms, above
Adolescent, Colicky abdominal pain, Renal failure, headache,
Adult constipation, limb memory loss

pain, hypertension
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1. Chelation agents
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Table 2. Choice of chelation therapy based on symptoms and blood lead concentration.

Clinical presentation Treatment

Comments

Symptomatic children-

Acute encephalopathy BAL 450 mg/m2/day

CaNa,-EDTA 1500 mg/m?/day

Other symptoms BAL 300 mg/m?/day

CaNa,-EDTA 1000 mg/m?/day

Asymptomatic children

Blood Pb > 70 ug/dl BAL 300 mg/m?/day

CaNa,-EDTA 1000 mg/m?/day

Blood Pb 56 to 69 ug/dl

Blood Pb 25 to 55 ug/dl

CaNa,-EDTA 1000 mg/m?/day

Start with BAL 75 mg/m? IM every 4 hours.

After 4 hours start continuous infusion of
CaNa,-EDTA 1500 mg/m?/day.

Therapy with BAL and CaNa,-EDTA should be
continued for 5 days.

Start with BAL 50 mg/m? IM every 4 hours.

After 4 hours start CaNa,-EDTA 1000 mg/m?/day,
preferable by continuous infusion, or in divided
doses I,

Therapy with CaNa,-EDTA should be continued for
5 days.

Start with BAL 50 mg/m? IM every 4 hours.

After 4 hours start CaNa,-EDTA 1000 mg/m?/day,

by continuous infusion, or in divided dose IV.

CaNa,-EDTA for § days, preferably by continuous
infusion, or in divided dose IV.

Alternatively, if lead exposuure is controlled
CaNa,-EDTA may be given as a single

daily outpatient dose IMor IV.

Perform CaNa,-EDTA provocation test to assess lead excretion rate

If ratio 0.70

If ratio 0.60 to 0.69
Age & 3 years
Age > 3 years

If ratio £ 0.60

No treatment
No treatment

CaNa,-EDTA 1000 mg/m?/day  Treat for 5 days IV or IM, as above.

CaNa,-EDTA 1000 mg/m?/day Treat for 3 days IV of IM, as above.
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