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Abstract 
Neurotic angioedema may be secondary to ACE (Angiotensin-converting en-
zyme) inhibitor. From a case of neurotic angioedema in a hypertensive man 
under ACE (Angiotensin-converting enzyme) inhibitor, we expose the clinical 
characteristics typical of the edema and its evolution. A 73-year-old man has 
consulted for edema of the face and redness of the palmar surface of the hand 
not pruriginous for 2 days. He has already had conventional anti-edematous 
treatments but no changes. In the absence of a technical platform, no parac-
linical examination was carried out. The cessation of ACE inhibitor and the 
administration of tranexamic acid were made immediately. Signs regressed 
within 24 hours. Neurotic angioedema is a diagnostic problem in countries 
where biological examination is still limited and if practitioners are unaware 
of the possibility of its occurrence during IEC treatment. While the patient’s 
prognosis depends on the precocity of management. 
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1. Introduction 

Bradykinetic angioedema is rare 1/50,000 to 1/500,000 individual of the general 
population [1] [2]. ACE inhibitors may cause angioedema in 0.1% to 0.6% of 
treated patients [3] [4]. Angioedema is characterized by localized and sudden 
swelling of subcutaneous tissues or submucosal [5] [6]. Angioedema (AO) 
therefore corresponds to a deep urticaria where the edema is hypodermic [7]. Its 
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location is very varied but more readily touches the face and the neck [8]. Several 
drugs are incriminated in angioneurotic edema including ACE inhibitor (Angi-
otensin-converting enzyme) [9] [10] and [11]. The occurrence of neurotic an-
gioedema when taking ACE is a rare but frequent complication compared to 
post-ARA II neurotic angioedema [12]. The frequency of occurrence varies ac-
cording to the studies [13] [14]. Its incidence is 0.68% in the Causasians whereas 
in the black subjects the incidence is multiplied by 4 to 5 compared to the other 
populations [8] [12] [15] [16]. The occurrence of neurotic angioedema may be 
delayed compared to the initiation of treatment. It is due to the accumulation of 
bradykinin. ACE inhibitors inhibit angiotensin converting enzyme. ACE is an 
analogue of kininase II. Kininase promotes the degradation of bradykinin, by 
inhibiting the conversion enzyme, thus reducing the degradation of bradykinin. 
There will be an accumulation of bradykinin. Bradykinin. The accumulation of 
bradykinin increases the vascular permeability responsible for the formation of 
edema if the aminopeptidase P activity is insufficient [12] [17]. 

We report a case of neurotic angioedema and show the value of careful clinical 
observation of the absence of biological examinations. 

2. Observation 

This is a 73 years old man, black and hypertensive known. He had an antihyper-
tensive treatments ACE inhibitor and calcium channel blocker. He has been 
treated with these molecules for at least 6 months. A few months later he con-
sulted because, for 2 days, he presented edema of the face non-pruriginous 
(Figure 1). 

All these signs appeared spontaneously. He has already taken corticosteroid, 
and antihistamine but no effect. According to the patient’s statement, he has no 
previous antecedent of edema. In spite of the absence of biological examinations, 
with the medical history of the patient and the clinical manifestation of edema, 
we have retained the diagnosis of neurotic angioedema. The patient was treated 
with tranexamic acid (1 g × 4). The evolution was favorable 24 hours after taking 
the tranexamic acid with disappearance of the edema (Figure 2). 

3. Comments 

This observation adds the cases of secondary neurotic angioedema under ACE 
inhibitor, published in the literature because fifty cases are already recorded 
[18]. This case allows us to remember that we must be wary of the possibility of 
neurotic angioedema in all patients on IEC treatments whose edema can be con-
sidered as other origins like allergy; while some localization of the neurotic an-
gioedema may be life-threatening for the patient requiring specific treatment 
and cessation of treatment with IEC. In addition IEC is a very used hypertensor. 
First, the age of the patient led to the diagnosis, because the edema secondary to 
ACE inhibitor manifests itself later, usually after 40 years [18]. Its delay of ap-
pearance could explain the acquired origin of the neurotic angioedema but not 
inherited. 
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Figure 1. Edema of the face and neck. 

 

 
Figure 2. Resorption of edema. 

 
The clinical feature presented by our patient was very evocative even though 

no clinical manifestations were pathognomonic of angioneurotic edema. Neu-
rotic angioedema is non-inflammatory and non-pruriginous edema of the ex-
tremities and neck and face [19]. The clinical evolution presented by our patient 
was also evocative because the edema appeared spontaneously [20] a few months 
after treatment, lasted a few days, and regressed in 24 hours [18]. In addition, 
symptoms disappeared after drug cessation [18]. Its appearance requires certain 
duration of treatment for there to be an accumulation of bradykinin, also the 
drug cessation allow the recovery of the function angiotensin-converting enzyme, 
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so the recovery of the degradation of bradikynin and disappearance of edema. 
According to data from the literature, the time to onset of neurotic angioede-

ma varies from a few weeks to a few years after initiation of treatment [16] [21] 
and [22] and in 50% of cases the neurotic angio edema appears a few months af-
ter treatment as encountered in our patient [23]. 

Although the occurrence of cough or other pathologies is a predominant fac-
tor in the occurrence of neurotic angioedema, our patient did not experience any 
side effects of ACE such as cough, kidney failure, hyperkalaemia, dysgeusia, hy-
potension, cytopenia, rash, or a particular pathology [15]. 

Biological diagnosis could not be made because biological techniques for the 
determination of bradykinin, the aminopeptidase P enzyme, the C1inh weight 
and functional assay, and the genetic factor XII and aminopeptidase P [24] is not 
available. 

In view of the clinical manifestations and the inefficacy of the conventional 
anti-edema treatments [20], the diagnosis of neurotic angioedema is retained, 
and tranexamic acid has been used because we do not have bradykinin B2 re-
ceptor antagonist therapy or the inhibitor concentrate. Tranexamic acid will 
slow down the process responsible for edema by acting on pasminogen and 
plasmin as well as on the action of complement [25]. 

After administration of this molecule and cessation of ACE inhibitor therapy, 
clinical signs decreased within 24 hours and no recurrences were reported by 
our patient even though up to 6 months after cessation of ACE inhibitors, an-
gioedema edema may recur. 

4. Conclusion 

Neurotic angioedema may occur at any time in patients with ACE inhibitor. The 
delay in the management of neurotic angioedema may involve the patient’s 
prognosis, especially if the localization is laryngeal. Therefore, in the absence of 
biological analyzes to diagnose angioneurotic edema, it is important to make a 
careful inquiry in order to have a patient or family history and to seek a causa-
tive factor, and then characterize the mode of appearance of the edema, the place 
of predilection of the edema, the characters of the edema, the evolution of the 
edema. The history of the disease, the patient’s history, clinical manifestations 
and response to treatments may lead to the diagnosis of angioedema neurotic. 
The cessation of the causative factor and the early administration of an adequate 
treatment avoid the complication of edema such as dyspnea in the case of laryn-
geal edema. Patient monitoring is the rule as edema can recur even several 
months after the crisis. 
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