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A 68-year-old man with Angioedema due to Enalapril 
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Abstract: A 68-year-old man presents to the emergency department with nausea, drolling, and swelling of his 

tongue that began 3 hours earlier. The patient reports previous episodes of swelling of his lip and tongue about 4 

years ago, that have been attributed possibly to drug reaction. There is no family history of similar episodes. 

Physical examination reveals a swollen tongue and hypertension, drooling, flushing, and no rash, bronchospasm, or 

urticaria. 
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1. Introduction 

Angioedema or Quincke's edema is the rapid 

swelling (edema) of the dermis, subcutaneous 

tissue,(1) mucosa and sub mucosal tissues. It is very 

similar to urticaria, but urticaria, commonly known as 

hives, occurs in the upper dermis(Zuraw, 2008). 

Cases where angioedema progresses rapidly should 

be treated as a medical emergency as airway 

obstruction and suffocation can occur(Bork and 

Barnstedt, 2003). 

Angioedema is classified as either acquired or 

hereditary. Acquired angioedema is usually caused 

by allergy and occurs together with other allergic 

symptoms and urticaria. It can also happen as a side-

effect to certain medications, particularly ACE 

inhibitors (Bas, 2007). 

Sometimes, there has been recent exposure to 

an allergen (e.g. peanuts), but more often the cause is 

either idiopathic (unknown) or only weakly 

correlated to allergen exposure. 

HAE may also cause swelling in a variety of 

other locations, most commonly the limbs, genitals, 

neck, throat, and face. The pain associated with these 

swellings varies from mildly uncomfortable to 

agonizing pain, depending on its location and 

severity. 

ACE inhibitors can induce angioedema 

(Sabroe and Black, 1997; Israili and Hall, 1992; 

Kostis, 2005). ACE inhibitors block the enzyme ACE 

so that it can no longer degrade bradykinin; thus 

bradykinin accumulates and causes angioedema 

(Sabroe and Black, 1997; Israili and Hall, 1992). This 

complication appears more common in African-

Americans (Brown, 1996). In people with ACE 

inhibitor angioedema, the drug needs to be 

discontinued and an alternative treatment needs to be 

found, such as an angiotensin II receptor blocker 

(ARB)( Dykewicz, 2004) which has a similar 

mechanism but does not affect bradykinin. However, 

this is controversial as there are small studies that 

have shown that patients with ACE inhibitor 

angioedema can develop it with ARBs as well 

(Malde, 2007; Cicardi, 2004). 

 

2. Case study 

A 68-year-old man presents to the 

emergency department with nausea, drooling, and 

swelling of his tongue that began 3 hours earlier 

(Figure 1 and 2). The patient reports previous 

episodes of swelling of his lip and tongue about 4 

years ago, that have been attributed possibly to drug 

reaction. There is no family history of similar 

episodes. Physical examination reveals a swollen 
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tongue and hypertension, drooling, flushing, and no 

rash, bronchospasm, or urticaria. 

His vital signs include       BT= 37.2,    RR= 18, PR= 

82 and O2sat= 98%. His usual outpatient medication 

includes Enalapril from 5 years ago. 

 

 
 

Figure 1 
 

He has recent exposure to Indomethasine 

(yesterday). No improvement was noted after the 

parenteral administration of hydrocortisone and 

intramuscular chlorpheniramine before ED arrival. 

 In the ED after parenteral administration of labetalol 

hypertension was controlled and intramuscular 

epinephrine administered. The tongue returned to 

normal size after 2 hours. Treatment with Enalapril 

and Indomethasine was discontinued. C1 inhibitor    

was 0.249 (NL   0.29 _0.42). 

 

4. Discussion 

Hereditary angioedema (HAE) is a severe 

disease that places a heavy burden on quality of life 

(Bouillet, 2013). 

Hereditary angioedema (HAE), caused by 

C1 inhibitor deficiency, is characterized by recurrent 

subcutaneous or sub mucosal swelling (Xu, 2013). 

Angioedema occurs in 0.1% to 0.7% of 

patients treated with ACE inhibitors and ACE 

inhibitors account for 20% to 30% of all angioedema 

cases presenting to emergency departments (Benson, 

2013 ). 

 

 
 

Figure 2 

 

The most common sites of involvement are 

the tongue, lips, face, and throat; however, swelling 

can also occur in the extremities, genitalia, and 

viscera (Lewis, 2013). 

Angiotensin-converting-enzyme inhibitors 

(ACEI) are one of the most prescribed medications 

worldwide. Angioedema is a well-recognized adverse 

effect of this class of medications, with a reported 

incidence of ACEI angioedema of up to 1.0%. Of 

importance to note, ACEI angioedema is a class 

effect and is not dose dependent (Winters, 2013). 

Angiotensin-converting enzyme (ACE) 

inhibitors cause angioedema due to diminished 

degradation of bradykinin. Angiotensin receptor 

blockers may occasionally cause angioedema but the 

mechanism is unknown, and are generally considered 

safe, even in those who have reacted to ACE 

inhibitors (Joseph, 2013). 

ACE inhibitor-induced gastrointestinal 

angioedema is a rare cause of acute abdominal 

complaints, but is likely underdiagnosed and should 

be considered in the differential diagnosis of all 

individuals taking ACE inhibitors with such 

symptoms (Benson, 2013). 
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