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Organophosphorus pesticides (OP) poisoning is an ongoing
health issue globally because of its wide use in the agriculture
industry and its regrettable use as a chemical weapon.1,2 There
is voluminous literature on its causation and the phases of
neurological complications.
In this journal edition, Mani et al. 3 describe a spectrum of
laryngeal abnormalities in a cohort of patients who needed
intensive care due to acute organophosphorus and carbamate
poisoning. The patients who required laryngeal intubation or
tracheotomy were extubated/decannulated after assessing for
readiness for extubation/decannulation. This assessment was done
using a standard local protocol that included two assessments of
muscle function (proximal and neck muscle). They report unilateral
or bilateral vocal cord paresis or palsy and aspiration, subglottic
stenosis, tracheal stenosis, or arytenoid granuloma in patients who
have developed hoarseness of voice or stridor following extubation.
They found laryngeal dysfunction to be significantly associated with
the ingestion of dimethyl organophosphorus compounds and the
quantum consumed. Patients with laryngeal dysfunction require
an extended hospital stay. They make a realistic proposal to seek
assistance/guidance from laryngeal specialists to mitigate this sequel.
Isolated laryngeal paralysis with unilateral or bilateral vocal
cord palsy reported in adults and children, especially in acute
and intermediate phases, was considered as an indication for
intubation or a contributor for difficult extubation.4–8 This laryngeal
dysfunction is reported to undergo full self-recovery within
2–3 weeks. Its diagnosis may require laryngeal electromyography6
and emergency laryngoscopy or bronchoscopy.4,7 Therefore, extra
vigilance is required to exclude laryngeal involvement, especially
in acute and intermediate phases of the OP poisoning evolution
when respiratory distress or stridor is observed.
Tracheal reintubation after planned extubation is a relatively
common event in critically ill patients. Multiple factors contribute
are as follows: obesity, obstructive sleep apnea, major head/
neck and upper airway surgery, and cervical spine procedures.
Extubation failure follows the loss of upper airway patency due
to issues such as edema, soft tissue collapse, and laryngospasm,
frequently resulting in upper airway obstruction. Planning for
tracheal extubation is a critical component of a successful airway
management strategy, mainly when dealing with situations at
increased risk of extubation failure and in patients with difficult
airways monitoring.9 The OP-related laryngeal dysfunction
reported in this journal calls for the consideration of a laryngeal
function assessment to minimize extubation failure in patients
who require intensive care following OP poisoning. In this
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context, including laryngeal electromyography in extubation
protocol would add insight and reduce the distressing
reintubation needs.
Extubation failure following prolonged endotracheal
intubation in adult intensive care has received extensive discussion
in the literature for decades. Vocal cord paresis or paralysis has been
recognized as a contributory factor, and it is usually symmetrical.
Cord paresis is associated with arytenoid and posterior commissure
edema and erythema, leading to posterior commissure stenosis.
The etiology could be mechanical, i.e., inflammation initiated by
the endotracheal tube and its movement against the rear half of the
endolarynx. When mucosal ulceration and granulation tissue are
superimposed on the immobilized cords, interarytenoid scarring
may lead to chronic stenosis. These complications have already
received the attention of the laryngeal specialists.10
In some centers, direct laryngoscopy is performed to evaluate
laryngeal damage in the patient who had translaryngeal intubation
at the time of extubation. The typical pattern of laryngeal injury was
seen, with mucosal ulcerations and the posterior-medial aspects
of both vocal cords and varying degrees of laryngeal edema.
Although the performance of a tracheostomy and the presence
of neuromotor activity were associated with the severity of trans
laryngeal intubation related to laryngeal damage, this resolves
within 4 weeks in most patients and appears not to contribute to
the development of adverse effects at subsequent extubation.11
Tracheostomy seems the only resolution available to allow selfrecovery of the laryngeal dysfunction in these critically ill patients
without OP poisoning.
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In general, respiratory complications occur during tracheal
intubation and extubation, associated with significant morbidity
and mortality. This should not be so. Tracheal intubation is not a
novel procedure, and there are texts on guidelines for safe and
effective intubation across the world.12 There have also been several
proactive educational workshops to decrease the occurrence
of adverse events following tracheal intubation. A similar and
proactive approach is in the acquisition process to minimize tracheal
extubation-related complications.13 However, the implementation
of guidelines for difficult airway management supported by
proactive education has contributed to the decreased rate of
respiratory adverse events occurring during tracheal intubation.14
Despite the reports of laryngeal dysfunction being infrequent,
they certainly should raise concern proactively as it is an unpleasant
complication of OP poisoning. Its onset with respiratory difficulty in
the early phases of poisoning may require translaryngeal intubation
as a rescue maneuver. Its occurrence at extubation following a
period of translaryngeal intubation may warrant a tracheostomy
as a therapeutic maneuver. This is because laryngeal dysfunction
at this late stage could result from mechanical damage/irritation
of translaryngeal intubation or a late phase complication of OP
poisoning or both.
Perhaps it may be time to evaluate the role of electromyography
of the laryngeal and other muscles involved in respiration
during the illness. This is possibly a multidisciplinary approach
with laryngologists and neurologists, and electrophysiologists.
Would there be a possibility to consider a tracheostomy as the
most suitable way for providing ventilation at the very onset of
muscle paralysis or even at the beginning with the onset of signs
of poisoning? The need is to get back to the drawing board and
plan protocols to avoid this unwanted complication that follows
an apparent therapeutic maneuver.
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