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Generation and Characterization of Human Hybridomas Secreting Anti-Phospholipid Antibodies (APA).
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Systemic lupus erythematosus (SLE) ; Anticardiolipin antibody ; Monoclonal antibody ; Human hybridomas
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In systemic lupus erythematosus (SLE), anti-phospholipid antibodies (APA), including anti-cardiolipin antibodies (ACA) detected by ELISA and the lupus
anti-coagulant (LAC) detected by delayed in vitro blood clotting are associated with recurrent thrombosis, fetal loss, thrombocytopenia and neurological
pathology: the "antiphospholipid syndrome" (APS). Considerable evidence indicated that APA are composed of several immunologically diverse (directed at

phospholipid, .beta./sub 2/GPI or other cofactors, and phospholipid-cofactor complexes) and functionally distinct (with or without in vitro anti-coagulant



activity) antibody species. Considering that many SLE patients with LAC and anti-cardiolipin antibodies do not manifest the APS, we hypothesize that SLE
patients with thrombosis may have certain APA of "unique" binding and functional properties which are not produced in SLE patients without thrombosis,
even though the "polyclonal” APA detected in both groups of patients appear indistinguishable with present ELISA and blood clotting inhibition assays. In
order to delineate the role of ACA in APS patients. In this paper, we transformed the peripheral blood mononuclear cell (PBMC) from a APS patient with
high titers of ACA to generate monospecific [gG ACA. All previously described human monoclonal antiphospholipid antibodies have either been produced

from individuals without the diagnosis of APS, or is [gM molecules instead of IgG, or been crossreactive with DNA and other unrelated antigens.



