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is necessary to understand whether the mitofusin-2 pathology 
plays a role in delaying the adequate recovery of spontaneous 
breathing. We suggest that the possibility of developing this 
complication be considered when dealing with patients affected 
with this form of CMT.
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with a size 7-mm ID cuffed endotrachial tube. Neuromuscular 
blockade was reversed with appropriate doses of neostigmine 
and glycopyrrolate and the trachea was extubated after 1 h of 
surgery. She was transported to the recovery room and was 
receiving oxygen by facemask. During transport to the recovery 
room, she reported chest tightness and inability to breathe. She 
was immediately shifted to the operation theater and taken 
on bag and mask with 100% oxygen. Bilateral air entry was 
reduced on auscultation but there were no added sounds. She 
was nebulized with adrenaline solution in normal saline, but 
she continued to report chest tightness, inability to breathe 
and now had loud inspiratory stridor. A gentle laryngoscopy 
revealed adduction of vocal cords during inspiration, which 
simulated the upper airway obstruction. She was given 2 
mg intravenous midazolam, which resulted in immediate 
resolution of all of her concerning symptoms. She remained 
well oxygenated on room air, remained stable and was void 
of stridor until her discharge to home 2 days later.

Paradoxical vocal cord movement (PVCM) is a common 
disorder occuring in middle-aged women. It is characterized 
by paroxysmal adduction of the vocal cords during inspiration, 
leading to episodic dyspnea, wheezing and/or stridor that 
can be mistaken for asthma. It can be precipitated by organic 
(irritant induced) and nonorganic (psychological) causes 
leading to the above presentation. In the postoperative period, 
it can be precipitated by laryngeal hyperresponsiveness, 
increased stress levels, altered autonomic balance, direct 
stimulation of the sensory nerve endings in the upper or 
lower respiratory tract and hyperventilation. The treatment 
includes reassurance, heliox inhalation, nebulized lignocaine 
and sedation with benzodiazepines.[1-4]

Acute-onset respiratory distress in the postoperative period 
is a dilemma for the anesthetist. The PVCM should be 
suspected in case of acute-onset asthma-like symptoms in 
a previously normal patient during extubation, and can 
be confirmed by laryngoscopy/fibreoptic bronchoscopy. 
Timely recognition of this benign psychogenic postoperative 
complication can prevent inappropriate airway interventions.
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Paradoxical vocal cord 
movements and anaesthesia

Sir,
Acute-onset respiratory distress in the postoperative period 
is a dilemma for the anesthetist. We present a 35-year-
old ASA grade I female patient posted for elective open 
cholecystectomy. The patient was administered general 
anesthesia with standard drugs and the trachea was intubated 
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Sample for arterial blood gas (ABG) was sent immediately; 
100% O2 was started and ephedrine 6 mg was injected 
intravenously. Propofol infusion was stopped. SpO2 increased 
to 90% over 5 min and reached 98% after 15 min. FiO2 was 
decreased to 0.5 and another sample for ABG sent. Serial 
ABG reports are shown as Table 1. Blood pressure increased 
to 110/65 mmHg over 10 min. Propofol infusion was restarted 
at 6 mg/kg/h. Brain relaxation was adequate subsequently and 
surgery was completed uneventfully. Trachea was extubated 
and the patient was shifted to ICU for overnight observation.

Propofol bolus can cause hypotension, but intraoperative 
desaturation is rare. The possible causes of desaturation can 
be an increase in ventilation–perfusion mismatch, pulmonary 
embolism or allergic reaction. An episode of pulmonary 
embolism would have caused significant fall in EtCO2 and 
persistent desaturation even after normalization of blood 
pressure. An allergic reaction is unlikely to get relieved without 
any anti-inflammatory drugs. 

In anesthetized–paralyzed patient, change of position from 
supine to lateral has been shown to increase V/Q mismatch 
(pulmonary shunt increases from 5% in supine position to 
10%–15% in lateral position), decrease in PaO2 and increase 
in areas of atelectasis in the dependent lung in CT scan.[1,2] 
Furthermore, regional V/Q distribution becomes significantly 
less uniform as fractional blood flow through the atelectatic areas 
increase with anesthesia–paralysis in the right lateral position. [3,4] 
This increase in V/Q mismatch is reflected as an increase in 
P(A − a)O2 gradient. 

The patient had right upper lung-zone fibrosis and therefore 
V/Q mismatch, which was increased under anesthesia in the 
right lateral position. During the phase of propofol-induced 
acute hypotension, gravitational force may have significantly 
decreased the perfusion of the nondependent lung, and 
presence of residual isoflurane (0.8%) in the circuit reduced 
the pulmonary vascular tone of the dependent lung and 
reduced pulmonary blood flow of the nondependent lung.[5] 
Both the factors further increased V/Q mismatch, widening 
the (A − a) gradient, which lead to desaturation. 

Intraoperative propofol-induced 
desaturation in lateral position 
during posterior fossa surgery 

Sir, 
A 35-year-old man, weighing 70 kg, was posted for left 
retromastoid suboccipital craniotomy and excision of 
left cerebello-pontine angle tumor. He had pulmonary 
tuberculosis 20 years ago and right upper lung-zone fibrosis 
on chest X-ray. Rest of the examination and investigations 
were unremarkable. 

Anesthesia was induced with intravenous fentanyl 150 μg, 
propofol 120 mg, and rocuronium 70 mg. Trachea was 
intubated with 8.5 mm orotracheal flexometallic tube. Right 
subclavian central venous and right radial artery catheters were 
placed. Anesthesia was maintained with O2–air–isoflurane 
with intermittent vecuronium and fentanyl. The patient was 
positioned right lateral with right arm hanging beyond the 
cephalic edge of the table. Intraoperatively, brain relaxation 
was inadequate despite mannitol 1 g/kg. So, propofol was 
started at 10 mg/kg/h after 50 mg bolus and isoflurane 
was switched off. Within 2 min, oxygen saturation (SpO2) 
decreased to 76%. Heart rate increased to 90/min from 75/
min and blood pressure decreased to 84/50 from 110/70 
mmHg. Airway pressure and capnography were normal. 
Lung fields were clear on auscultation and bilateral air-entry 
was equal. EtCO2 decreased slightly from 33 to 31 mmHg. 

Table 1: Arterial blood gases at points of time

Time ABG pH PaO2* PaCO2* HCO3
# (A − a) O2*  

Anesthetized 
supine

(FiO2 0.5) 7.34 91.4 41.7 22.2 6.3

Anesthetized 
lateral

(FiO2 0.5) 7.35 77.6 44.6 24.1 17.0

During 
desaturation

(FiO2 0.5) 7.32 56.7 41.8 21.1 41.0 

After 15 min (FiO2 0.5) 7.37 82.1 40.3 20.6 12.5

*Values in mmHg; #value in meq/L
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