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Introduction
Vocal cord paralysis is often a debilitating syndrome that may 

affect speaking, breathing and swallowing, potentially causing 
significant reductions in quality of life.1 It can be caused by lesions 
at the nucleus ambiguus, supranuclear tracts, main trunk of the vagus 
nerve or the recurrent laryngeal nerve. Vocal cord paralysis due to 
recurrent laryngeal nerve injury is usually caused by extrinsic damage 
during its course in the neck or thorax from tumours or trauma, insult 
from neurotoxins or neurotoxic infections or viral illness.2

Occasionally, iatrogenic recurrent laryngeal nerve injury can occur. 
Although this is most commonly associated with surgery involving 
the thyroid, it is also a complication in surgeries involving the anterior 
cervical spine and cardiac surgeries.3

Vocal cord paralysis caused as a complication of proximal 
oesophageal dilatation is extremely rare, with only two cases described 
thus far in the literature.4,5 In both cases, paralysis was bilateral. We 
report the case of a patient who developed left sided vocal cord 
paralysis following a proximal oesophageal dilatation procedure.

Case presentation
A 63year old Caucasian female initially presented to our hospital 

Emergency department in May 2017 due to an inability to tolerate 
any solid oral intake with regurgitation after eating ham for lunch. 
She also experienced ongoing foreign body sensation and pain at the 
sternoclavicular notch with profuse sialorrhea.

After admission to hospital under the care of the gastroenterology 
team, an oesophagoscopy was performed under general anaesthetic. 
During this procedure, the obstructing food bolus was removed 
at the upper third of the oesophagus approximately 20cm from the 
incisors. Removal of the bolus was achieved using a Roth Net. Once 
the food was removed, an intrinsic stricture with mild inflammation 
was identified which was unable to be traversed with the gastroscope. 
Image from gastroscopy immediately after removal of food bolus is 
demonstrated in Figure 1.

The stricture was thought to be secondary to adjuvant radiotherapy 
in 2014 for bilateral breast cancer. The patient then underwent two 

attempts at oesophageal dilatation using a through-the-scope balloon 
dilator -the initial operation using a 6mm balloon dilator and a second 
operation one week later using an 8mm dilator.

Figure 1 Image of the oesophagus post-dilatation on gastroscopy.

Figure 2  Image of flexible nasendoscopy of the larynx performed post-
procedure demonstrating complete left sided vocal paralysis.
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Abstract

Symptomatic vocal cord paralysis is an extremely rare complication of oesophageal 
dilatation or stent insertion, with only two previously reported cases described in the 
literature. In both cases, paralysis was suggested to be caused by recurrent laryngeal nerve 
compression from stent or dilatation.

We present the case of a 63year old female who developed immediate postoperative 
aphonia following a proximal oesophageal dilatation procedure for strictures. Flexible 
nasendoscopy of the larynx identified complete left sided vocal cord paresis causing her 
symptoms, which was presumed to be a complication of the dilatation.
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Immediately postoperatively after the first dilatation, the patient 
experienced aphonia and was only able to speak in soft whisper. After 
no improvement by the second dilatation, speech pathology input was 
sought who suggested a barium swallow and ENT review.

Video laryngoscopy demonstrated left sided vocal cord paresis in a 
paramedian position without oedema or compression (Figure 2). There 
appeared to be incomplete compensation of the contralateral cord. 
The remainder of the endoscopic examination was unremarkable.

A high resolution computed tomography scan of the neck was 
then performed but did not demonstrate any other anatomical cause 
of recurrent laryngeal nerve injury. The entire course of the nerve was 
unremarkable bilaterally.

The presumed diagnosis at this stage was therefore of left sided 
recurrent laryngeal neurapraxia secondary to dilatation at the upper 
oesophagus. Re-examination was planned for three months after this 
initial video laryngoscopy to assess for recovery of nerve function, 
with consideration of cord bulking injection such as hyaluronic acid if 
paralysis did not recover by this stage.

Discussion
Vocal cord paralysis is defined as complete loss of innervation 

supplying motor function of the folds. The most common cause of 
vocal cord paralysis involves injury to the recurrent laryngeal nerve, 
as this directly supplies the posterior cricoarytenoid muscle that is 
responsible for cord abduction. Patients with vocal cord paralysis 
predominantly present with issues involving phonation, respiration or 
aspiration.6

There are many causes of vocal cord paralysis. However, there 
are four major causes: surgery, malignancy, idiopathic and neck 
trauma. Previous studies, such as those performed by Chen and Ko, 
have demonstrated that thyroidectomy is the most common surgical 
cause of vocal cord paralysis, followed by cardiac surgery.7,8 There 
have only been two reported cases of vocal cord paralysis following 
oesophageal stenting or dilatation procedures.

Gellad et al.,4 described the case of an 83year old male with a 
history of oesophageal squamous cell carcinoma with refractory 
dysphagia, who developed bilateral vocal cord paralysis following 
dilation and stenting of a high oesophageal stricture. In this case, the 
patient developed inspiratory stridor hours after the procedure, which 
did not improve with removal of the stent, and ultimately required a 
tracheostomy.

Moreels et al.,5 described a 56year old man who also had a history 
of oesophageal SCC undergoing treatment for benign postoperative 
stenosis of an oesophagogastric anastomosis. Balloon dilatation of 
the stenosis up to 8mm was performed under fluoroscopic guidance, 
and a self-expandable metal stent was placed. The patient developed 
hoarseness of voice and severe stridor 4days later, and subsequently 
the stent was removed. This patient, however, experienced gradual 
recovery of cord paralysis and resolution of symptoms.

We postulate that in all three cases, injury resulted from local 
extrinsic compression of the recurrent laryngeal nerve as it ascends 

in a groove at the trachea-oesophageal junction. A study by Shao et 
al.,9 assessing anatomical variation of the recurrent laryngeal nerve in 
2404 patients found that the left nerve almost always ascended in this 
groove, while the right nerve tends to be much more variable in its 
location. This could explain why only the left vocal cord was affected 
in our case compared to the bilateral involvement described by Gellad 
and Moreels.

Conclusion
This case report highlights the need for endoscopists to be vigilant 

of recurrent laryngeal nerve palsy as a complication of dilatation of 
the upper oesophagus. We suggest that this complication be discussed 
with patients where loss or change in voice is a significant material 
risk.
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