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Abstract 

 
Background- Elevated levels of anticardiolipin antibody may be associated with the high 

prevalence of coronary artery disease. In this study, we measured the anticardiolipin antibody 
level in patients with acute coronary syndrome (ACS) and a control group. 

Methods- 63 patients with ACS (unstable angina - U/A, and acute myocardial infarction - AMI) 
presenting to our department were studied. Diagnosis of ACS was confirmed by clinical exam, 
history, ECG and cardiac enzyme determinations. Anticardiolipin antibody level was 
measured with the ELISA method in 63 patients with ACS and 130 healthy controls matched 
for sex and age, and samples were analyzed using SPSS and t-test. 

Results- The mean age of the patients and control group were 61.59 and 51.27 years, respectively. 
Mean anticardiolipin antibody level in patients with ACS was higher than that in the control 
group (P = 0.038). In men with ACS, the mean anticardiolipin antibody level was also higher 
than that in the control group (P= 0.002). In patients above 45 years of age, the mean 
anticardiolipin antibody level was higher than that in the control group (P = 0.012). 

Conclusion- Our study shows that there are higher anticardiolipin antibody levels in patients with 
ACS compared to controls. Thus, the evaluation of anticardiolipin antibody level in patients 
with ACS is necessary (Iranian Heart Journal 2007; 8 (3): 41-43). 
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oronary artery diseases (CAD) are one of 
the most common diseases in developed 

countries. Acute coronary syndrome, 
including acute myocardial infarction (AMI) 
and unstable angina (U/A), is one of the most 
common causes of death. Several risk factors 
are associated with CAD, and several studies 
have shown a relation of high anticardiolipin 
antibody with the occurrence of both AMI 
and unstable anginal pectoris.1-6 Cardiolipin is 
a phospholipid located in the internal 
membrane of mitochondria with high 
concentrations in the heart, but it can be found 
  
 
 
 

in other autoimmune diseases like rheumatoid 
arthritis, Shjogren’s syndrome, ulcerative 
colitis, malignancies, acute infections and 
deep vein thrombosis.7  
It seems that there are close associations 
between antibody to anticardiolipin and lupus 
anticoagulant and antibody causes of false 
positive results in syphilis, and it is a member 
of the family of autoantibodies to 
antiphospholipid.8  
The prevalence of antibody to anticardiolipin 
and  lupus  anticoagulant  is 1-5%  in  young 
individuals, and  its prevalence increases with 
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the increasing of age.9  
Retrospective studies have shown a 
relationship between antibody to 
antiphospholipids and deep vein thrombosis, 
MI, and recurrent stroke.9 In 1963, Bowie and 
colleagues revealed the anti-thrombosis of 
lupus anticoagulant and showed that its 
presence is associated with development of 
thrombosis paradoxically.1,11 In 1980, the 
discovery of antibody to antiphopholipids and 
its lack of developing of Licit effect was 
identified.10 Criteria for antiphospholipid 
syndrome (APS) include vessels thrombosis, 
abortion and thrombocytopenia and 
laboratory criteria include lupus anticoagulant 
and increasing levels of IgG or IgM 
antibodies to anticardiolipin. The diagnosis of 
APS includes the presence of at least one 
clinical manifestation and laboratory test 
result.10 
 

 Methods 
 
This case-control study was conducted on 63 
patients with acute coronary syndrome (ACS) 
(unstable angina, acute myocardial infarction) 
who were admitted to the CCU from 2003 to 
2004. Our control group was comprised of 
130 cases selected among patients without 
any evidence of CAD and risk factors 
(smoking, hypertension, diabetes, 
hyperlipidemia) and also matched with the 
case group in terms of age and gender. In both 
groups, the levels of IgG antibody to 
anticardiolipin were determined using ELISA. 
For all the cases, we also performed ANA, 
ESR and routine laboratory tests and the 
subjects with ANA>1.2 were excluded from 
the study. The proportions were compared 
with the student’s t-test, and the data were 
analyzed with SPSS. 
 

Results 
 
The mean age of the patients was 61.59±11.2 
years; and for the control group, it was 
51.27±14.76 years. More than 92% of the 
cases and 62.3% of the control group were 

more than 45 years old. 63.5% of the cases 
and 51.5% of the control group were male. 
The mean level of ACL for the cases was 
4.35±2.7; and for the control group, it was 
3.38±3.1 (p=0.038). The mean level of ACL 
in male patients was 4.47±2.22; and in male 
controls, it was 3.08±2.17 (p=0.002). There 
was no significant difference between the 
ACL level in the females of both groups 
(4.1±3.58 in cases and 3.69±3.89 in controls, 
p=0.634). The ACL level in cases more than 
45 years old (4.42±2.87) was higher than that 
of the same aged control group (3.24±2.5, 
p=0.012). There were no significant 
differences between the levels of ACL in 
cases of Q-wave anterior MI, Q-wave inferior 
MI and non-Q wave MI, which was 
3.82±1.65, 5.19±4.2 and 4.82±1.97, 
respectively. 
 

Discussion 
 
In this study, we showed that the levels of 
ACL in cases of ACS were higher than those 
in the control group. The levels of ACL, both 
in male patients and in those older than 45 
years, were also higher than those of the 
controls. Gaeta et al. measured the levels of 
ACL in 108 cases and 31 controls and showed 
that the levels of ACL in 19 cases and 5 
controls were high.12 Susumu Takeuchi et al. 
reported high levels of antibody to 
antiphospholipids in a 20-year-old male who 
was treated with PTCA.13 They recommended 
performing lupus anticoagulant and ACL and 
examination of organ thrombosis in young 
patients with AMI.13  
Clinical manifestations of thrombosis in 
antiphospholipid syndrome are deep vein 
thrombosis, pulmonary thromboemboli and 
stroke. Occurrence of these complications is 
separate and rarely starts from the coronary 
artery.14 Zanon et al. evaluated the incidence 
of thromboemboli in cases and controls with 
antibody to antiphopholipids and showed 
higher occurrence of thromboemboli in cases 
by comparison with controls.14 Kitagawa, 
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Neville and Soltesz revealed high levels of 
ACL in the development of AMI.8, 15, 16 
In conclusion, there is a relationship between 
the high levels of ACL and ACS. 
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