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Summary: The aim of this study was to compare the levels of several anti-phospholipid antibod-
ies in patients with systemic lupus erythematosus (SLE) with and without anti-
phospholipid syndrome (APS) and to evaluate the diagnostic significance of these 
auto-antibodies. We investigated the serum levels of IgG and IgM anti-cardiolipin 
(ACL), anti-beta-2-glycoprotein I (B2GPI), anti-phosphatidyl serine (PS), anti-
prothrombin (PT), anti-annexin V (AnV) and anti-ethanolamine (Eth) antibodies us-
ing an ELISA method (Orgentec, Germany) in 26 patients with SLE/APS, 24 pa-
tients with SLE without APS, and in a control group of 30 healthy persons. The 
mean levels of IgG and IgM ACL, B2GPI, PS and Eth were significantly higher in 
SLE/APS patients compared to the SLE patients without APS and to the control 
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group (p < 0.05). The mean levels of IgG and IgM AnV and PT were comparable in 
both SLE groups but were higher than the mean levels of these auto-antibodies in 
the control group. Overall 85% of the SLE/APS patients had positive IgG ACL, 62% 
had positive IgG Eth, 50% positive IgM B2GPI, 46% IgM ACL, and 
35% positive IgG B2GPI. In SLE patients without APS the most prevalent anti-
phospholipid antibodies were IgG PS (29%) and IgG Eth (25%). The results of our 
study pose several questions: 1. Do we have to evaluate the levels of anti-
phospholipid antibodies in all SLE patients? 2. If we have to, then which anti-
phospholipid antibodies should we recommend? 3. What is the significance of the 
positive anti-phospholipid antibodies in the absence of past history and clinical data 
for thrombosis? 4. Could the positive results precede the development of thrombo-
sis? Having in mind that APS is even more systemic disease than SLE and is 
probably one of the most prevalent conditions in humans, the investigation of differ-
ent anti-phospholipid antibodies and the comparison of results with clinical symp-
toms is of great importance.  
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IgG Eth (25%).     -
     -

  PS, AnV, Pr  Eth   .  
 

 

 2.              

  +    

IgG ACL 29,35 ± 18,55* 3,64 ± 3,52 4,02 ± 4,77 

IgM ACL 22,78 ± 28,32* 3,88 ± 2,94 5,36 ± 5,81 

IgG B2GPI 19,77 ± 32,66* 2,69 ± 1,8 3,01 ± 2,33 

IgM B2GPI 15,65 ± 17,13* 3,87 ± 5,49 3,6 ± 2,94 

IgG PS 13,41 ± 22,49* 4,14 ± 3,81 2,21 ± 1,94 

IgM PS 13,26 ± 15,22* 6,6 ± 5,62 5,77 ± 6,79 

IgG AnV 6,79 ± 7,25 7,25 ± 9,96 4,42 ± 4,24 

IgM AnV 4,05 ± 5,66 4,55 ± 3,65 3,11 ± 3,77 

IgG Pr 11,59 ± 7,47 10,63 ± 6,77 7,59 ± 7,98 

IgM Pr 7,33 ± 8,5 5,9 ± 5,07 3,99 ± 3,36 

IgG Eth 10,26 ± 10,87* 5,93 ± 4,5 4,02 ± 2,31 

IgM Eth 10,31 ± 15,06* 7,91 ± 11,47 5,61 ± 5,99 

*p < 0,05           
 
 

 3.          

  +     
 (U/ml) 

    
 U/ml 

IgG ACL 22/26 (85%) 0,1-92,5 0 0,1-11 

IgM ACL 12/26 (46%) 1,2-118 0 0,1-9,6 

IgG B2GPI 9/26 (35%) 0,2-135,4 0 0,1-6,3 

IgM B2GPI 13/26 (50%) 0,1-57,4 1/24 (4%) 0,1-26,5 

IgG PS 9/26 (35%) 0,8-107 7/24 (29%) 0,1-14 

IgM PS 6/26 (23%) 0,1-54,8 1/24 (4%) 0,1-18,9 

IgG AnV 6/26 (23%) 0,9-30,9 5/24 (21%) 0,1-47,7 

IgM AnV 2/26 (7,6%) 0,2-26 3/24 (12,5%) 0,1-10,6 

IgG Pr 2/26 (7,6%) 2,9-32,5 1/24 (4%) 2,7-27 

IgM Pr 4/26 (15,3%) 0,2-45 4/24 (16,5%) 0,1-22,5 

IgG Eth 16/26 (62%) 0,68-42,6 6/24 (25%) 1,1-15 

IgM Eth 4/26 (15,3%) 2,13-75,1 1/24 (4%) 2,13-59  
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