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guidewire. There was no backflow in all 3 lumens due
to reverse bent of CVC at IJV valve. It is always better
to do ultrasound screening of course and structure of
IJV before CVC.
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Sir,
Ratol paste, a commonly used rodenticide in Indian
houses contain 3% yellow phosphorus. Yellow
phosphorus is a general protoplasmic poison causing
multiorgan failure. [1] Doses >1 mg/kg are almost
invariably fatal.
Ratol paste poisoning is either suicidal or accidental.
The clinical course of ratol paste poisoning is different
from that of most other poisons. The patients are usually
asymptomatic during the initial 72 h of ingestion, or
they may have signs and symptoms of gastrointestinal
irritation. After 72 h they develop deranged liver function,
acute hepatic failure, coagulopathy. Central nervous
system effects include changes in mental status like
confusion, psychosis, hallucinations, and coma. Cardiac
toxicity includes hypotension, tachycardia, arrhythmias,
and cardiogenic shock. Some patients may develop acute
tubular necrosis and acute renal failure.[1‑3] Because of the
initial asymptomatic phase few patients do not reveal
about ratol paste ingestion and present late to the hospital.
Patients who present late after consumption of the lethal
dose develops fulminant hepatic failure with mortality of
100%.[2] In severe ingestions of ratol paste, patients do not
have the initial asymptomatic stage, and they die due to
shock and cardiopulmonary arrest in early stages itself.[4]
There is no specific antidote for yellow phosphorus
poisoning. Treatment is directed at removal of the poison
and supportive therapy.[1‑3]
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Should ratol paste be
banned?

Website:

Aluminum phosphide, zinc phosphide are the
other rodenticides available. They are mainly used in
agricultural fields[5] in contrast to ratol paste, which
is used in houses. Also, ratol paste is commonly
mistaken for toothpaste and consumed by children.
And the product directions suggest that the paste
be applied to bread to enable ingestion by rodents,
thus making it appealing to children as well. [1] Hence,
accidental poisoning is more common with ratol
paste.
This fatal poison is freely available over the counter in
toxic doses at very cheaper prices.[3]
Similar to any other poisoning, prevention strategies
by restricting access to this poison, creating public
awareness regarding the lethality of ratol paste and
regulating the market sale of this compound should
be helpful. However, this lethal ratol paste is easily
available at cheaper costs and accidental poisoning is
more common, especially among children. Hence, we
call for a ban on market sales of ratol paste.
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Potassium permanganate
toxicity: A rare case
with difficult airway
management and hepatic
damage

transplantation.[5] Use of NAC has shown good outcome
in above mentioned toxicities, which are oxidizing agents
like KMnO4.

Sir,
We read case report “potassium permanganate (KMnO4)
toxicity: A rare case with difficult airway management
and hepatic damage” by Agrawal et al.[1] with great
interest. We would like to discuss some points regarding
the management of the patient.
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Potassium permanganate is a powerful oxidizing agent.
Free radicals generated due to absorbed permanganate
ion overwhelm reduced tissue glutathione stores and
causes liver injury. Its clinical course closely resembles
that of paracetamol poisoning.[2] Hepatic injury due to
a similar mechanism is also seen in toxicities due to
carbon tetrachloride, chloroform, clove oil and amanita
mushroom.
N‑acetylcysteine (NAC) acts as an antioxidant, both
directly as a glutathione substitute and indirectly as a
precursor for glutathione. It also causes vasodilatation
by increasing cyclic guanosine monophosphate level,
inhibits platelet aggregation, acts as a sulfydryl donor
to regenerate endothelial derived relaxing factor and
reduce interleukin‑8 and tumor necrosis factor‑alpha
production.[3]
It improves transplant free survival in early stage
nonacetaminophen acute liver failure [4] and also
of great benefit in centers without facility for liver

Hence, we suggest an early use of NAC in KMnO4
poisoning to prevent or reduce hepatic injury as also
suggested by Young et al.[2]
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