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POISONOUS HAIR

We want to share an experience from our work in Okhaldhunga

Community Hospital, one of the small, peripheral hill hospitals

of Nepal.

Pneumonia?

An evening recently, a seven year old boy was admitted as an

emergency. He had a moderate fever of 101 F, pulse 90, BP

110/55. He had a severe dyspnoea with copious bronchial

secretions, crepitations and wheezing over all lung surfaces.

Oxygen saturation was only 60 %.  Moderate nasal secretion.

He was in coma, did not react neither to verbal nor painful

stimuli. It was also noted that he had a huge, long, thick hair

all down to his shoulders. His parents had not cut it, hoping it

would contribute to making him acceptable to later becoming

a “Dhami”, a village priest and healer. At first we thought

this was another case of severe pneumonia (which had been

even more common during the last months than it usually is

here), and that his reduced level of consciousness was due to

exhaustion and hypoxia.

Poisoning?

But as we talked more with the parents, there was something

in the story which did not fit. They insisted that he had been

completely well three days ago, no prodromal symptoms. And

the whole thing had started with stomach pain, vomiting and

breathing problems, but only a slight cough. Then he had

gradually gotten worse, until he went into coma and stopped

responding to them the evening before. They had left the village

early the next morning, and carried him on a stretcher for six

hours to the hospital. This did not sound like a typical

pneumonia. And when we examined him closer, we found

that he had pinpoint pupils. Poisoning?

LETTER TO THE EDITOR J Nep Med Assoc 2004;  43: 337-338

LETTER T O THE EDITOR

We asked thoroughly if he had ingested any kind of medicine

or potential poison, either voluntarily or by accident. This is

common, the WHO estimates that 1 million serious accidental

poisonings and 2 million suicide attempts involving pesticides

occur each year worldwide.1 But the parents completely denied

that this could have happened. Neither had he taken part in

pesticide treatment of their fields recently. So what could have

caused this clinical picture?

Dashain

This happened during the first days of Dashain, when

everybody is supposed to look their best. It turned out that his

mother therefore had treated him for head lice in the morning

the day he fell ill. She came to mention this after we had been

talking for quite a while. For this lice-treatment she had used

Metacid, a highly toxic organophosphate (this is common in

many parts of the world).2 But then she had forgotten to wash

his hair after an hour, as is usually done. Metacid is one of the

most commonly used pesticides in the area. They are much

used in the fields by the farmers, and are the most widespread

means by which people commit suicide in this part of the world.

Now this poison had been in his huge hair for 48 hours, and

breathing the atmosphere it created had made him gradually

worse.

The textbooks give thorough descriptions of the clinical picture

caused by this kind of toxins. They inhibit the enzyme-

catalyzed breakdown of the neurotransmitter acetylcholine, and

the clinical symptoms are caused by overstimulation from

acetylcholine on muscarin receptors, nicotine receptors, and

inside the central nervous system. The whole picture is

described by the acronym MUDDLES.3 Our patient showed

most of the commonly mentioned symptoms, but had less

pronounced salivation and tearing than those we have had

earlier, maybe because he presented so late.
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Treatment

First step in the treatment was to give him fresh air to breath.

The hair was cut, he was washed and his clothes changed.

Treatment with huge doses of Atropine i.v. was started. He

was also given oxygen and intravenous fluids, and antibiotics

were started because he seemed also to be having a secondary

bacterial pneumonia.

Reactivators such as pralidoxim or obidoksim, the other kind

of antidote used in such cases of poisoning, are not available

in our peripheral hill hospital. Neither would they probably

have been of much effect, as he had already been exposed to

the toxin for such a long time that the molecular bonds formed

by it with the enzyme acetylcholine esterase, would have

become irreversible.

Respiratory failure is a major contributor to the mortality of

this kind of poisoning. The treatment is mechanical ventilation,

often for long periods. But even where such treatment is

available, the mortality for cases where it is indicated, is as

high as 50%.4 This is of course not an option in our setting.

He needed gigantic doses of Atropine i.v. in frequent boluses

for the first three days, with slow, gradual reduction thereafter.

In another setting it should have been given in a continuous

i.v. drip. But with the scarcity of nursing staff in hospital

severely limiting the scope for continuous observation, that

was considered too dangerous, as the speed of the infusion

could not be continually monitored. The textbooks recommend

a “mild degree of atropinisation”,5 without bronchial secretion,

slight facial flushing, slight pupillari dilatation, and aiming

at a puls rate just above a hundred.

He recovered slowly but completely, and was discharged after

ten days in hospital. Medical practice in the peripheral hospitals

of Nepal may be poor in resources, but it is rich in challenges!
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Request to the Readers

All the readers are encouraged to send the feedback
for publication in "Letter to the Editor" section.

JNMA Editorial board welcomes general and specific
comments, criticisms which will ultimately guide us
to improve the quality of the journal.
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