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ABSTRACT 
Antiphospholipid syndrome is an autoimmune disease characterized by the combi-
nation of venous and arterial thrombosis, whose presentation is very diverse. Acute 
myocardial infarction is one of the more unusual presentations. This article presents a 
case with this diagnosis and intracavitary thrombus as presentation form of antiphos-
pholipid syndrome. 
Palabras clave: Antiphospholipid syndrome, Acute myocardial infarction, Thrombus 
 
Infarto agudo de miocardio como primera manifestación de síndrome 
antifosfolípido 
 
RESUMEN 
El síndrome antifosfolípido es una enfermedad autoinmune caracterizada por la com-
binación de trombosis venosa y arterial, cuya forma de presentación es muy diversa. 
El infarto agudo de miocardio es una de sus presentaciones más inusuales. En este 
artículo se presenta un caso con este diagnóstico y trombo intracavitario, como forma 
de presentación del síndrome antifosfolípido.  
Palabras clave: Síndrome antifosfolípido, Infarto agudo de miocardio, Trombo 
 
 

 
 
INTRODUCTION 
The antiphospholipid syndrome (APS) is an autoimmune disease characterized 
by the combination of venous and arterial thrombosis, and recurrent fetal 
loss, which is usually accompanied by thrombocytopenia and elevated anti-
phospholipid antibodies1. 

mailto:dr.eder.natanael@msn.com
http://www.corsalud.sld.cu/
http://www.corsalud.sld.cu/
http://www.corsalud.sld.cu/corsaludenglish
mailto:dr.eder.natanael@msn.com
mailto:dr.eder.natanael@msn.com


Acute myocardial infarction as the first manifestation of antiphospholipid syndrome 

CorSalud 2014 Jul-Sep;6(3):271-274 272 

 

Figure 1. Cardiac catheterization showing the left 
coronary artery (right anterior oblique with caudal 

angulation) with thrombus image in proximal and middle 
segments of the left anterior descending artery (arrow), 

and TIMI III flow 

Acute myocardial infarction (AMI), as presentation 
form of this syndrome is very rare. There are clinical 
and serological criteria to determine its existence. 
Within the latter the presence of lupus anticoagulant 
(LA) is required, as well as that of anticardiolipin (ACA) 
IgG or IgM (higher titers at 40 GPL or MPL) or anti-
beta2-glycoprotein I (beta2-GPI) positive IgG or IgM 
(higher titers at 99th percentile) on at least 2 occa-
sions, separated by 12 weeks according to the mo-
dified Sapporo criteria2. 

The diagnostic criteria for AMI according to the 
third universal definition of myocardial infarction are3:   
1. Detection of an increase or decrease of cardiac bio-

markers values (preferably troponin) with at least a 
value above the 99th percentile of upper reference 
limit and at least one of the following: 
- Symptoms of ischemia. 
- New or presumably new significant ST-T changes 

or new left bundle branch block. 
- Appearance of pathological Q waves on the 

electrocardiogram. 
- Imaging tests of new loss of viable myocardium 

or new regional abnormalities in wall motion. 
- Identification of an intracoronary thrombus on 

angiography or autopsy. 
2. Cardiac death with symptoms of myocardial ische-

mia and alleged new ischemic changes on the elec-
trocardiogram or new left bundle branch block, but 
it occurred before determining cardiac biomarkers 
or before their values increased. 
 
The primary antiphospholipid syndrome is largely 

seen in young women with a ratio 3.5:1 compared to 
men, and the age of first thrombosis is between 15 
and 50 years. AMI in the presence of APS occurs in 
young patients with clinical manifestations similar to 
the general population. In the Euro-Phospholipid 
project, AMI was the presentation form of APS in 2.8% 
of patients4.  
 
CASE REPORT 
A 25 year old male with no relevant antecedents 
comes to the office with chest pain of 10/10 intensity 
at rest, which began during the morning, with adre-
nergic discharge. In the emergency department an 
electrocardiogram was performed where ST segment 
elevation in extensive anterior face (V1-V6) was found; 
also enzyme elevation with total CPK of 1600 U, and its 
MB fraction of 210 U as well as positive quick test of 

troponin I were demonstrated.  
Two hours had gone by from the onset of symp-

toms, so it is decided to transfer the patient to the 
Interventional Cardiology Service for possible primary 
angioplasty. In the coronary angiography a thrombus 
image occupying part of the proximal and middle seg-
ments of the left anterior descending artery is located 
(Figure 1), with a TIMI III blood flow.  

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Due to the risk of fracture and thrombus embolism, 

no interventional procedure is performed and the 
patient is taken to the intensive care unit, where the 
echocardiography performed reports: akinesia of api-
cal region, of the middle and distal thirds of the sep-
tum, and anterior, inferior, posterior and lateral walls; 
also an organized thrombus of 22 x 22 mm in apical 
region (Figure 2). 
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Figure 2. Echocardiographic image of apical thrombus. 
2-chambers apical view. 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Diagnostic tests with determination by standard 

ELISA, of IgG type anticardiolipin antibodies (63 GPL, 
normal value: 0-18 GPL) and IgM (126 MPL, normal 
value: 0-18 MPL) presented elevated levels.   

Lupus anticoagulant was positive in 3 cases by 
Dilute Russell's viper venom time. And finally, APS 
diagnosis was established by finding IgG B2 glycopro-
tein with 36.1 U/ml and IgM at 114 U/ml, also per-
formed by standard ELISA. 

Once the primary antiphospholipid syndrome was 
diagnosed, anticoagulation was added to antiplatelet 
therapy and treatment with the rest of the anti-
ischemic drugs continued. Finally the patient was 
transferred to the Cardiothoracic Surgery Service 
where he progressed favorably, without surgery, since 
there were no embolic complications.  
 
COMMENT 
In the series of Davies and Hunt5, with more than 800 
patients with APS, less than 1% had AMI; and the 
analysis of 59 patients with APS (27 primary and 32 se-
condary to systemic lupus erythematosus), performed 
by Miranda et al.6 proved that arterial thrombosis is 
more prevalent in primary APS; but in this series there 
were no cases with coronary involvement. 

Possible mechanisms of thrombosis in APS include 

effects of antibodies on the membrane of platelets, 
endothelial cells and coagulation components, such as 
prothrombin and C and S proteins which promote 
platelet aggregation and clot formation1. 

Three ways in which antiphospholipid antibodies 
may be associated with coronary heart disease can be 
stated: first, by thrombosis formation in normal coro-
nary arteries, as in the case of our patient; second, by 
the possible association of antibodies with accelerated 
atherosclerosis; and third, by the transient induction 
of antibodies secondary to cell necrosis that occurs in 
the AMI7. 

In this case, no interventional procedure was per-
formed due to the great fracture risk and thrombus 
embolism, besides the presence of a TIMI III antero-
grade flow. However, regardless of the success of 
treatment in this particular patient, it is important to 
note that in these cases one can indicate: thrombus 
aspiration, glycoprotein IIb/IIIa inhibitors8 and drug-
eluting stents to prevent protrusion of the thrombotic 
material through its struts9.  
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