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ABSTRACT 
Allergic acute coronary syndrome, also known as Kounis syndrome, is currently under-
diagnosed as a result of its low disclosure. The case of a 29-year-old man is reported. 
He was stung by a wasp and developed an acute coronary syndrome with ST segment 
elevation related to the allergic process. After an appropriate treatment, the patient 
improved. The case is reported with the aim of raising awareness about a recently 
described disease that should be consider as a differential diagnosis in the presence 
of an acute coronary syndrome. 
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Un caso de Síndrome de Kounis en Sagua la Grande  
 
RESUMEN 
El síndrome coronario agudo alérgico, también conocido como síndrome de Kounis, 
se encuentra en la actualidad infradiagnosticado por su poca divulgación. Se presenta 
el caso de un varón de 29 años de edad que fue picado por una avispa y desarrolló un 
síndrome coronario agudo con supradesnivel del ST en relación al proceso alérgico. 
Después del tratamiento adecuado el paciente evolucionó favorablemente. Se pre-
senta el caso con el objetivo de dar a conocer una enfermedad de reciente descrip-
ción y que consideramos debe valorarse como un diagnóstico diferencial ante la pre-
sencia de un síndrome coronario agudo. 
Palabras clave: Síndrome de Kounis; Síndrome coronario agudo; Infarto agudo de 
miocardio; Tratamiento 
 
 

 
INTRODUCTION 
In 1991, Kounis and Zavras1 described the acute coronary syndrome in the 
context of allergic reactions, also called Kounis syndrome. Therefore, in recent 
years, the number of reports of this disease has increased in the literature.  

The syndrome was described as an allergic angina by the Greek Professor 
Nicholas G. Kounis. It may progress to cause an acute myocardial infarction 
(AMI), of allergic origin2. The release of inflammatory mediators during mast 
cell degranulation is the root cause of this disease, although it has also been  
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reported that these mediators are increased in non-
allergic coronary syndromes. 

The potential triggers of this disease include Hyme-
noptera stings, drugs, adverse environmental expo-

sures, food, among other causes 
of anaphylaxis. Three varieties of 
the syndrome have been des-
cribed; type 1, in which the coro-
nary arteries of the subject with 
the syndrome are normal, a type 
2, in which there is a pre-existing 
coronary heart disease; and type 
3, which is still not accepted by all 
authors but is gaining strength, 
where there is a coronary throm-
bosis that may occur intra-stent3, 

4.  
 
CASE REPORT 
A 29-year-old male with a history 
of good health was stung by a 
wasp, which caused a major 
allergic reaction in the affected 
area. He soon presented with an 
oppressive, retrosternal and in-
tense chest pain that forced him 
to go the nearest doctor's office. 
After performing an electrocar-
diogram, it was decided to trans-
fer him to the hospital with a 
presumptive diagnosis of AMI, 
taking into account the mani-
festations of pain and the inter-
pretation of the electrocardio-
gram, which showed ST segment 
elevation in the leads DI, aVL and 
from V2 to V6 (Figure 1). Sub-
lingual nitroglycerin was admi-
nistered three times, and diphen 
hydramine and intravenous hy-
drocortisone was administered 
for the facial edema caused by 
the insect bite. The patient had 
normal blood pressure levels and 
was transferred to the Intensive 
Care Unit of the Mártires del 9 de 
Abril Hospital with a diagnosis of 
AMI with ST segment elevation in 
order to consider thrombolytic 
therapy. However, the apparent 
improvement in the patient, from 

 
 

 

Figure 1. A 12-lead electrocar- 
diogram performed on admission.  
There is ST elevation in DI, aVL,  

V2-V6 leads  
 
 

 
 

Figure 2. A 12-lead electrocardiogram 
performed prior to discharge,  

which shows the normalization  
of the ST segment. 
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the clinical point of view (pain relief), and the electrical 
improvement (gradual regression of electrocardiogra-
phic changes), together with the absence of enzyme 
elevation led us to decide not to perform thrombo-
lysis. A calcium antagonist was administered (diltiazem 
120 mg), as well as aspirin 125 mg and clopidogrel 
(loading dose of 150 mg and maintenance, 75 mg/ 
day). The steroid therapy was kept for 5 days. The 
patient improved and was discharged 7 days later with 
a normal electrocardiogram (Figure 2) and without 
symptoms.  

Before discharge, an echocardiogram was per-
formed, and no regional motility disorders were 
found. The systolic function was preserved, there was 
no chamber dilation, no sign of hypertrophy, and the 
valve apparatus was competent. In an exercise test, 
performed 14 days after the onset of symptoms, the 
patient reached the maximum heart rate without elec-
trocardiographic, hemodynamic or clinical changes. 
Afterwards, a coronary angiography was performed 
and it showed normal coronary arteries.  

The patient continues with diltiazem (120 mg/day) 
and aspirin (125 mg/day), plus an occasional symp-
tomatic treatment due to his history of atopy. There 
have not been similar episodes during follow-up. 

 
COMMENT 
Kounis syndrome or allergic acute coronary syndrome, 
usually has a good prognosis, although two cases of 
cardiogenic shock have been described5,6. A subse-
quent decrease in myocardial function has also been 
described; and, although it usually recovers later, it 
may compromise patient outcomes. This unfavorable 
course is most often associated with Kounis syndrome 
type 27.  

The functional and metabolic changes occurring in 
this syndrome are caused mainly by histamine and 
other metabolites, including the arachidonic acid cas-
cade, which causes severe allergic damage to the 
heart1,8. The existence of mast cells in cardiac tissue 
has been explicitly related to the presence of tachy-
cardia, coronary vasoconstriction, ventricular dysfunc-
tion and atrioventricular block. These anomalies are 
attributed to the release of mediators such as his-
tamina, thromboxane, prostaglandins, leukotrienes 
and platelet activating factor. Recently, it has also 
been described that the release of renin during an 
anaphylaxis episode contributes to ventricular dys-
function9. On the other hand, there have been reports 

of angina or AMI after the administration of the 
epinephrine used to treat an anaphylactic shock10, as a 
result of the effect of this drug in QT prolongation, 
arrhythmia induction and coronary vasospasm.  

Currently, no medical guide or consensus has been 
published for the treatment of these patients. Al-
though most authors agree to use steroids, antihis-
tamines and antithrombotic therapy, it is also common 
the use of calcium antagonists11, which seems to be 
very useful due to their vasodilator effect and the 
vasospastic component involved in this disease. It may 
also be beneficial to keep calcium antagonist therapy 
as adjuvant treatment in order to prevent future 
vasospasms, which may still occur after an episode as 
the one described above, even in a case of Kounis 
syndrome type 1, that is, without coronary disease. 
The administration of epinephrine is debatable, for the 
reason stated above; and although some authors have 
used it, we believe it should only be administered in 
cases of severe hypotension or cardiac arrest, due to 
the controversial and dangerous nature of its use in 
acute coronary syndrome, regardless of its etiology.  

In view of the not very extensive literature on the 
subject and the paucity of published cases, we thought 
Kounis syndrome might be an underdiagnosed con-
dition in cardiology services. Therefore, it is empha-
sized the need to include this syndrome as a probable 
cause of acute coronary syndrome.  
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