
Icatibant treatment in ACE-inhibitor-induced angioedema

Introduction 

Angioedema, induced by exposure to Angiotensin-converting-
enzyme (ACE) inhibitors, is a potentially life-threatening condition. 
We describe a patient with rapidly progressive upper-airway 
obstruction, secondary to ACE-inhibitor-induced angioedema, and 
discuss off-label treatment with Icatibant. 

Discussion 

ACE-inhibitor-induced angioedema accounts for one-third of 
angioedema cases presenting to Emergency Departments, with 
10% life-threatening [1]. The mechanism is bradykinin-mediated 
activation of vascular B2 receptors, causing increased vascular 
permeability [2]. There is currently no approved treatment, and 
response to standard therapy (glucocorticoids and antihistamines) 
is poor [1]. Icatibant is a selective bradykinin B2 receptor 
antagonist, which in a small doubled-blinded randomised trial, 
was shown to substantially reduce the median time to complete 
oedema resolution, when compared with standard therapy (8 vs 
27 hours) [1]. Presently, Icatibant is not widely available and costs 
approximately AU$2500 per dose. To gauge awareness among 
Anaesthetists of “off-label” Icatibant treatment in ACE-inhibitor-
induced angioedema, a survey of 27 consultants and 18 trainees 
was undertaken at Monash Medical Centre, a large teaching 
hospital in Melbourne. It revealed 22% awareness by Consultants 
and 33% by Trainees. To enhance knowledge, a guideline for the 
“Management of Angioedema in Airway Compromise in the ED” 
was developed, and a presentation delivered to the Department 
of Anaesthesia. 

Conclusion 

This case demonstrates safe, effective “off-label” use of Icatibant 
for ACE-inhibitor-induced angioedema. While intubation and 
mechanical ventilation was required, rapid reduction in tongue 
oedema was witnessed, post administration. Increased awareness 
and earlier Icatibant treatment, on a case-by-case basis, may 
speed recovery and prevent emergency airway intervention.  

Case report 
An 84 y/o obese male with severe obstructive sleep apnoea 
presented to the Emergency Department with upper-airway 
obstruction, secondary to rapidly progressing ACE-inhibitor-
induced angioedema. Following inadequate response to 5mg 
nebulised adrenaline and worsening respiratory distress, transport 
to theatre ensued for an awake nasal fibreoptic intubation, with ENT 
on standby. Sedation was achieved with Remifentanil (0.1-0.2mcg/
kg/min) and topicalisation via nasal co-phenylcaine spray and 5% 
Lignocaine atomisation. Within 35 minutes of initial presentation, 
a size 7.0 endotracheal tube was secured. Following intubation 
an immunologist arrived and administered 30mg Icatibant 
subcutaneously. Serial photographs over 23 minutes revealed 
considerable reduction in tongue oedema. Extubation occurred 
the next day, with resolution at that stage.
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Serial photographs revealing the reduction in tongue 
oedema after Icatibant administration. 

Note, Icatibant was given shortly after the first photograph.

Awareness among Anaesthetists at Monash Medical Centre of  
“off-label” Icatibant treatment in ACE-inhibitor-induced angioedema.
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