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INCREASED LEVELS OF OXIDIZED-LDL IN SLE: DETECTION BY ELISA USING AN ANTI-B2GP1 MONOCLONAL ANTIBODY
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Increased incidence of premature atherosclerosis in patients with autoimmune diseases (SLE) has been recognized. One mechanism may be related to increased oxidation of LDL-cholesterol (oxiLDL). The specific interaction of oxiLDL with B2GPI provides additional evidence for the participation of antiphospholpid autoantibodies in the development of atheroesclerosis. Serum levels of oxiLDL were measured by ELISA in SLE patients, with and without APS. 24 healthy blood donors served as controls. A mouse monoclonal antibody, specific for human B2GPI (WB-CAL-1) when coated onto microwells binds to the B2GPI molecule of oxiLDL/B2GPI complexes present in patient samples. Bound oxiLDL was detected by adding biotinylated mouse monoclonal antibody to human Apo B100 (1D2) and HRP-streptavidin. Results were expressed in ug/ml against a standard curve prepared with Cu++ oxidized human LDL and exogenous B2GPI. Cut-off was determined at 120 ug/ml (mean + 3 SD of healthy controls). The mean oxiLDL levels, prevalence (% positives), and p value versus controls were: SLE+APS (n=40), 177.8 ug/ml (SD 317.2), 28% positive, p<0.05; SLE Control (n=32), 131.4 ug/ml (SD 224.5), 19% positive, p<0.05, Healthy Controls (n=24), 34.5 ug/ml (SD 28.2), 0% positive. The mean oxiLDL level and prevalence of positives in the SLE with APS group were higher than SLE without APS, but this difference did not reach statistical significance (p=0.487). These results suggest not only an increased oxidation of LDL, but also the association of B2GPI with oxiLDL in SLE patients. This may be a mechanism for the accelerated development of atherosclerosis in autoimmune patients.

