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ABSTRACT 
Coronary embolism is a rare cause of acute coronary syndrome. Among the various 
types of embolic material is that of tumoral origin. These emboli can cause myo-
cardial ischemia of varying intensity, from angina to acute myocardial infarction or 
even sudden death. The case of a 58-year-old woman who presented unstable angina 
episodes with electrical changes with no risk factors and no history of ischemic heart 
disease is presented. By means of coronary angiography, the presence of normal 
coronary arteries was showed. Transesophageal echocardiography showed the echo-
genic polylobulated and pedicled image towards the septal surface of the left atrium 
(possible myxoma); thrombi in the cardiac chambers were not observed. The patient 
underwent surgery (surgical removal of the tumor), had a good progress and was 
transferred to her hospital of origin 72 hours later. 
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Síndrome coronario agudo de causa no aterosclerótica 
 
RESUMEN 
La embolia coronaria es una causa poco frecuente de síndrome coronario agudo. 
Dentro de los varios tipos de material embólico se encuentra el de origen tumoral. 
Estos émbolos pueden ocasionar isquemia miocárdica de intensidad variable, desde 
angina de pecho hasta infarto agudo de miocardio o incluso, muerte súbita. Se pre-
senta una mujer de 58 años de edad, que presentó episodios de angina inestable con 
cambios eléctricos sin factores de riesgo y sin antecedentes de cardiopatía isquémica, 
que en la coronariografía se demostró la presencia de arterias coronarias normales. El 
ecocardiograma transesofágico informó imagen ecogénica polilobulada y pediculada 
hacia la superficie septal de la aurícula izquierda (posible mixoma), sin observarse 
trombos en las cavidades cardíacas. La paciente fue operada (exéresis quirúrgica del 
tumor), evolucionó favorablemente y fue trasladada a su hospital de origen 72 horas 
después. 
Palabras clave: Síndrome coronario agudo, Coronarias normales, Mixoma 
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Figure 1. Electrocardiogram showing diffuse disorder of ventricular repolarization. 

INTRODUCTION 
Acute coronary syndrome (ACS) is a group of diseases 
that represent different stages of a single patho-
physiological process: acute myocardial ischemia1. 
Such ischemia usually occurs secondary to coronary 
atherosclerosis, complicated with thrombotic phe-
nomena that cause different degrees of obstruction to 
coronary blood flow, and depending on the degree of 
obstruction and the previous state of the myocardium, 
it will clinically present as unstable angina, acute 
myocardial infarction with or without ST elevation, or 
sudden death2,3.  

The diagnosis of ACS is based on examination of 
the patient, as the classic clinical description of "pain" 
or "angina" due to coronary insufficiency (from the 
Greek ankhein: choking) that was made by William 
Heberden in 17684,5 remains valid, together with the 
information of the electrocardiogram (ECG) and the 
identification of myocardial necrosis markers. The 
latter are very important for the possibility of atypical 
manifestations such as dyspnea, palpitations and 
epigastric pain without accompanying crushing chest 
discomfort4,6. 

This article presents the case of a 58-year-old wo-
man with no history of ischemic heart disease who 
was urgently hospitalized due to peripheral embolic 
phenomena, and during admission, she presents epi-
sodes of typical chest pain with electrical changes, 
normal coronary an-
giographic examin-
ation and echocar-
diographic diagnosis 
of intracardiac mass. 
 
 
CASE REPORT 
58-year-old white fe-
male, with a history 
of mild mitral valve 
disease with several 
years of evolution 
and previous epi-
sodes of uncompli-
cated peripheral em-
bolisms, who was ur-
gently hospitalized 
due to new similar 
embolic episodes, 
this time to the brain 

and lower limbs, the latter required surgical treat-
ment. In studies performed, an intracardiac mass in 
left atrium (LA) of about 3-4 inches was detected by 
echocardiography, so she was assessed by the Cardio-
vascular Surgery Service, and transferred to our center 
to complete diagnosis studies and define definitive 
treatment. 

During admission, the patient began to show ty-
pical symptoms of angina with electrocardiographic 
changes manifested by the presence of negative T 
waves in V4-V6.  It was decided to perform emergency 
coronary angiography which showed coronary arteries 
with no angiographic lesions, so these episodes of 
angina were interpreted as ACS without ST-segment 
elevation by microembolizations originated from intra-
cardiac mass. Subsequently, the patient decompen-
sated  hemodynamically, and new ECG changes with 
diffuse disorder of ventricular repolarization were 
detected [negative T waves in DI, DII, aVL, aVF, V2 -V6 
(Figure 1)]. After her hemodynamic stability was 
achieved the emergency surgery was performed with 
the preoperative diagnosis of LA tumor (myxoma vs. 
thrombus). 

During surgery, a greenish gray mass of 3 cm in 
diameter, macroscopically compatible with cardiac 
myxoma was found. It seemed fragmented with he-
morrhagic areas on its surface (Figure 2). It was com-
pletely resected. Diagnosis was confirmed by histo-



Acute coronary syndrome of non-atherosclerotic origin 

CorSalud 2013 Oct-Dec;5(4):388-392 390 

logical examination. The patient improved and was 
transferred to her home hospital three days after sur-
gery.  

 
 
COMMENT 
The main cause of ACS are atherothrombotic phe-
nomena. However, there are other congenital and 
acquired disorders that can produce it, such as:  
1. Coronary occlusion secondary to embolization: 

nonbacterial infective or thrombotic endocarditis, 
and mural thrombi inside the cavity and tumors 

10,11. 
2. Inflammatory processes of the coronary arteries 

such as: viral diseases (particularly Coxsackie B), 
syphilis, Takayasu’s arteritis, polyarteritis nodosa, 
Kawasaki disease and systemic lupus erythemato-
sus12-14. 

3. Disproportion between the demand and the supply 
of oxygen by the myocardium: thyrotoxicosis, acute 
exposure to carbon monoxide, aortic stenosis, 
prolonged hypotension, acute blood loss 15. 

4. Anatomical variations: Anomalous origin of coro-
nary artery, coronary arteriovenous fistula or mus-
cular bridge 16-18. 

5. Drugs: Oral contraceptives, hormone replacement 

therapy19. 
6. Others: Cocaine, radiation, amyloidosis, Hurler syn-

drome, Fabry disease, homocystinuria 10,20-22. 
 
Cardiac myxomas are benign tumors of endocardial 

origin.  75 % are found in the LA, pedicled to the inter-
atrial septum. They mainly occur in women between 
30 and 60 years of age. They are almost always unique 
and in 5 % of cases a dominant autosomal inheritance 
pattern has been observed23,24. 

These tumors can clinically present in various 
forms: asymptomatic, general symptoms, fever, peri-
pheral embolisms (neurological, extremities, mainly), 
skin manifestations and cardiovascular symptoms25-27.  
The latter are mainly determined by the location of 
the tumor with subsequent involvement of adjacent 
structures, its size and degree of mobility. The most 
common clinical symptoms are those resulting from 
obstruction of the mitral valve (dyspnea, orthopnea, 
and chest pain), that appear in a mitral valve disease28. 

Because the majority of these tumors are friable, a 
third of patients present peripheral or central embolic 
phenomena, either by tumor fragments or thrombi 
formed in its surface29. Coronary embolisms are rare, 
due to the location of coronary arteries which, during 
systole, are protected by the aortic valve leaflets30. 

However, they can occur 
and be the cause of an 
acute myocardial infarc-
tion; a possibility that 
should be considered espe-
cially in young patients 
without risk factors and 
normal coronary angiogra-
phic studies. Coronary em-
bolization may involve em-
bolisms exclusive to those 
arteries or associated with 
multiple embolisms, and 
may be spontaneous, as in 
the case presented, or se-
condary to surgical mani-
pulation during surgery29-31. 
In this particular patient 
ACS must have been pro-
duced by microemboliza-
tions of the tumor, frag-
ments of thrombi formed 
in its surface or vasoreact-

 
 

Figure 2. Anatomical piece (cardiac myxoma) resected from the left atrium (arrow). 
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ivity produced by a systemic inflammatory response 
syndrome, since the possibility of an occlusive throm-
bus in one of the epicardial arteries is discarded by the 
absence of ST-segment elevation and angiographic 
evidence of normal coronaries. 
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