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Letters to Editor

week earlier he had undergone a posterior medial 
soft tissue release surgery for neglected CTEV, 
the perioperative period being uneventful. After 
securing an intravenous access he was administered 
inj. midazolam 1 mg, inj. ketamine 15 mg, inj. 
glycopyrrolate 0.16 mg along with supplemental 
oxygen. He went into laryngospasm even before the 
procedure was started, which was broken easily with 
positive pressure ventilation (PPV) with 100% O2. 
The rest of the intraoperative period was uneventful. 
But as soon as the child was shifted on transport 
trolley, he went into laryngospasm again which was 
broken by succinylcholine (5 mg) along with PPV. 
As soon as the effect of succinylcholine wore off, 
the child went into laryngospasm for the third time. 
This episode resolved with forward displacement 
of mandible and PPV. An oral suctioning was done 
to remove any collected secretions along with 
intravenous lidocaine. Within the next few minutes, 
he went into laryngospasm again. We decided 
to intubate the trachea after giving propofol and 
succinylcholine. The child was extubated only when 
fully awake. Shockingly, he went into complete 
laryngospasm, again, with falling SpO2, for the fifth 
time. Auscultation now revealed fine crepitations all 
over the chest. Fearing negative pressure pulmonary 
oedema, he was intubated and given lasix (10 mg) 
and morphine (2.0 mg). Direct laryngoscopy showed 
an oedematous epiglottis and vocal cords. He was 
given adrenaline 0.25 mg diluted in normal saline 
intravenously along with dexamethasone 2 mg 
iv. Crepitations disappeared within the next 10 
minutes. A repeat direct laryngoscopy revealed a 
reduction in the epiglottic oedema. IV lidocaine 20 
mg and nebulisation with adrenaline were given. 
The trachea was extubated after gentle suctioning. 
He was shifted to PACU where subsequent follow 
ups for the next 24 hours did not reveal any fresh 
episode of desaturation.

The incidence of laryngospasm in children 
undergoing general anaesthesia has been reported to 
be between 0.78% and 5%.[2] Common precipitating 
factors include insufficient depth of anaesthesia on 
intubation or extubation, or the presence of an airway 
irritant such as blood, mucus, surgical debris or any 
foreign body, prior history of active respiratory tract 
infection, allergies, airway anomaly or pre existing 
gastro oesophageal reflux disease. In our patient, 
pre operative assessment ruled out any pre-existing 
factors. Though the movement of the patient while 
shifting could have precipitated laryngospasm.

vascular pedicle and a normal cardiothoracic ratio 
when the radiograph was obtained 15–165 min after 
the symptoms developed.[4]

To conclude, acute pulmonary oedema associated 
with obstruction of the upper airways can aggravate 
low morbidity surgeries, affecting mainly young 
patients. The knowledge of this complication and, 
most importantly, its prevention are crucial.
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Recurrent episodes of intractable 
laryngospasm followed by 
laryngeal and pulmonary oedema 
during dissociative anaesthesia 
with intravenous ketamine
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Sir,

Ketamine is commonly used to provide analgesia, 
amnesia and sedation for painful paediatric 
procedures. Its most dangerous side effects include: 
laryngospasm and apneic spells.[1] We report a case 
of recurrent intractable laryngospasm, followed by 
laryngeal and pulmonary oedema with intravenous 
ketamine.

A seven-year-old, 16 kg, ASA grade I child was 
admitted for change of Plaster of Paris cast. One 
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Failure to treat laryngospasm in a timely manner 
is dangerous. In addition to hypoxemia, some 
patients who are able to generate very large negative 
inspiratory pressures, when attempting to breathe 
against the obstruction, may develop negative pressure 
pulmonary oedema. There are several reports of the 
occurrence of laryngospasm and apnea after the use 
of ketamine, but they are more with intramuscular 
rather than intravenous use.[3] Also, in most of these 
cases the episodes were transient and responded to 
airway alignment maneuvers, supplemental oxygen or 
brief PPV. There is only one case report of recurrent 
laryngospasm after the use of intramuscular ketamine 
sedation in children.[4] But this was self resolving, 
unlike ours which demanded aggressive therapy. Ours 
is probably the first case report of repeated intractable 
episodes of laryngospasm after intravenous ketamine.

Even though ketamine has a wide safety margin, rare 
but serious side effects are always to be kept in mind 
and managed aggressively.
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Do we really need to panic in all 
anisocoria cases in critical care?
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Sir,

Anisocoria (a unilateral dilated pupil) in critical 

care patients is a point of concern, which warrants 
a thorough examination and often, also, costly 
investigations to rule out a serious cause.[1]

A 48-year-old female patient transferred to our intensive 
care for further management of respiratory failure due 
to fungal pneumonia. After 12 hours from admission, 
her nurse noticed that, her right pupil was both normal 
in size and in responsiveness to light, and her left pupil 
was fully dilated [Figure 1]. Examination of the cranial 
nerves showed no other abnormalities. A computed 
tomographic scan of her head, performed to search for 
an intracranial cause of partial palsy of the third cranial 
nerve, was normal. Further, review disclosed that she 
received oxygen and nebulised albuterol (salbutamol) 
and ipratropium bromide through a face mask. The face 
mask was found to fit imperfectly and leak slightly to 
the left. The anisocoria resolved within 24 hours after 
the patient stopped receiving ipratropium.

Anisocoria, or unequal pupil size, may be an early 
sign of an impending neurologic emergency in any 
patient and often suggestive of a life threatening 
condition affecting cranial nerve function, such as 
tumour compression, intracranial hypertension with 
impending uncal herniation, expanding intracranial 
aneurysm, or haemorrhage. Benign mydriasis can be 
due to prior trauma, medication effects, and congenital 
abnormalities. Determining the cause of anisocoria 
can be challenging in critical care settings because 
patients often are sedated, paralysed, intubated, or 
have a baseline altered mental status that makes full 
neurologic examination difficult. The workup of acute 
anisocoria frequently involves costly and/or invasive 
procedures, including computed tomography (CT), 
magnetic resonance imaging, electroencephalography, 
lumbar puncture, and neurologic consultations before 
ruling out the most serious causes.[2]

Ipratropium bromide is a quaternary amine derivative 

Figure 1: Right pupil was both normal in size and in responsiveness 
to light, and her left pupil was fully dilated after nebulised albuterol 
(salbutamol) and ipratropium bromide through a face mask
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