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a recent study by Patel et al. [10] demonstrated that the 

CLT or a combination of the CLT with laryngeal parameters 

failed to accurately predict PES. Moreover, the probability 

that the CLT can increase the risk of oropharyngeal and 

subglottic secretions into the airway during cuff deflation 

and mechanical ventilation does exist and cannot be denied. 

Extubation of intensive care unit (ICU) patients is po-

tentially a high risk procedure. There is no single test that 

can reliably predict post-extubation stridor. We believe that 

a combination of tests should be performed (as suggested 

by Patel et al. [10]) in addition to a fibreoptic laryngoscopy 

prior to extubation so as to exclude any new onset of ana-

tomical defects similar to our case. This, in turn, can some-

what reduce the incidence of post extubation upper airway 

obstruction.
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To the Editor,

The estimated prevalence of postintubation subglottic 

tracheal stenosis has been stated as 4.9 cases per million 

per year [1]. In most cases the ischemic injury occurs at the 

level of the cuff, in the subglottic region [2]. Life-threatening 

complications may occur, including stridor, hypercapnia, 

hypoxia, reintubation and a delay in weaning of intensive 

care unit patients. Most cases typically present weeks to 

months after intubation [3].

There are several treatment options for benign tracheal 

stenosis. Early low-dose systemic corticosteroids have been 

shown to be effective in postintubation tracheal stenosis man-

agement [4]. Tracheoplasty may be performed with tracheal 

anastomosis. Patients may require a permanent or transient 

tracheostomy. Surgery usually includes complex tracheal 

stenosis, subglottic involvement or associated tracheomala-

cia. Even following laryngotracheal resection, restenosis may 

occur. Tracheal dilation and stenting is another alternative mo-

dality of treatment for patients who are not surgical candidates. 

A 56-year-old male patient with a diagnosis of coronary 

artery disease, developed an acute myocardial infarction. 

The patient had chronic obstructive pulmonary disease and 

diabetes mellitus type 2. He was admitted to the intensive 

care unit. The patient was intubated due to acute hypoxemic 

respiratory failure. He required prolonged mechanical ven-

tilation during 21 consecutive days. Following the 10th day 

of his extubation, progressive stridor and dispnea occurred.   

A fiberoptic bronchoscopy was performed on the patient with 

a provisional diagnosis of subglottic stenosis (Fig. 1A). Fol-

lowing mechanical dilation and the use of an argon laser, the 

placement of a Vergnon silicone stent was performed using 

rigid bronchoscopy. Subsequently, the proper position of the 

stent was confirmed by a fiberoptic bronchoscope (Fig. 1B).
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Figure 1. Postintubation subglottic stenosis and confirmation of proper placement for the Vergnon silicone stent

In this report, the bronchoscopy revealed tracheal steno-

sis. Not only early diagnosis but also early stent placement 

was possible in this patient with subglottic tracheal stenosis. 

The early placement of tracheal silicone stents may prevent 

the need for major surgical interventions.

Acknowledgements
1. Source of funding: none.

2. Conflict of interest: none.

References:
1. Zestos MM, Hoppen CN, Belenky WM, et al. Subglottic stenosis 

after surgery for congenital heart disease: a spectrum of severity. J 
Cardiothorac Vasc Anesth. 2005; 19(3): 367–369, indexed in Pubmed: 
16130067.

2. Dalar L, Schuurmans MM, Eryuksel E, et al. Early tracheal stenosis 
causing extubation failure and prolonged ventilator dependency. 
Anaesth Intensive Care. 2013; 41(1): 108–112, indexed in Pubmed: 
23362899.

3. Millard A. Double respiratory sequelae of head injury: subglottic ste-
nosis and bilateral pneumothoraces. Br J Anaesth. 2003; 90(1): 94–96, 
indexed in Pubmed: 12488388.

4. Shadmehr MB, Abbasidezfouli A, Farzanegan R, et al. The Role of 
Systemic Steroids in Postintubation Tracheal Stenosis: A Randomized 
Clinical Trial. Ann Thorac Surg. 2017; 103(1): 246–253, doi: 10.1016/j.
athoracsur.2016.05.063, indexed in Pubmed: 27476818.

Corresponding author: 
Ayten Saracoglu, MD, DESA
Florence Nightingale Hospital
Abide-i Hürriyet Cad. No: 164
Şişli Çağlayan, İstanbul, Turkey
e-mail: anesthesiayten@gmail.com

Anaesthesiology Intensive Therapy
2017, vol. 49, no 1, 79–80 

ISSN 1642–5758 
10.5603/AIT.2017.0015 

www.ait.viamedica.pl

Anaphylaxis during cardiac surgery 
for hypertrophic cardiomyopathy: 
patholophysiologic and therapeutic 
considerations
Nicholas G. Kounis, Grigorios Tsigkas, Ioanna Koniari, 
George Tzanis, George Soufras, George Hahalis 

Department of Cardiology, University of Patras Medical School, Rion, 
Patras, Achaia, Greece

Sir,

In a very interesting report published in Anaesthesi-

ology Intensive Therapy [1], a 40-year-old female patient 

suffering from hypertrophic obstructive cardiomyopathy 

and being on metopropol therapy developed anaphylaxis 

with profound hypotension and cutaneous manifestations 

while being scheduled for an elective, surgical septal my-

ectomy. Chlorhexidine was used for skin disinfection prior 

to the insertion of an arterial line. The patient received 

phenylnephrine, midazolam, fentanyl, propofol and rocu-

ronium both before and during the anaesthesia induction. 

Subsequently, she was treated with epinephrine boluses, 

hydrocortisone, diphenhydramine and salbutamol via the 

ventilatory circuit. However, a transesophageal echocardio-

graphic examination showed that the epinephrine boluses 

had caused obstruction of the left ventricular outflow tract 

and the patient went clinically into cardiogenic shock. With 

an urgent cardiopulmonary bypass, protamin directly into 

the aorta and cefalozin administration, she had an excel-

lent surgical result and favourable clinical improvement. 

Although a skin prick test was negative for rocuronium, he 

was confirmed to have an allergy to chlorhexidine.

While this report is  interesting, it raises important ques-

tions related to the cause of anaphylaxis in anaesthesia, the 

role of anaesthetic drugs and the treatment of anaphylaxis 

in patients with hypertrophic obstructive cardiomyopathy.

1. Anaphylaxis in anaesthesia: Diagnosing anaphylaxis in 

anaesthesia becomes problematic due to the fact that 

cutaneous manifestetions such as flushing, urticaria, or 
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