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Introduction: Immunization with beta-2-glycoprotein I, or with its phospholipid-binding site, a peptide named GDKV, induced pathogenic aPL antibodies in mice with characteristics similar to aPL antibodies found in APS patients. Immunization of mice with TIFI a PL-binding peptide spanning the Thr101-Thr120 of ulb0-hcmva from human CMV, that shares structural similarity with GDKV, also induced aPL antibodies. These antibodies activated endothelial cells and enhanced thrombus formation in vivo (Arthritis Rheum 46:545, 2002), suggesting that exposure to CMV products may be the cause of 'autoimmune' aPL production in some APS patients. Methods: To test this hypothesis we tested 80 consecutive sera from the Antiphospholipid Standardization Laboratory (Atlanta, GA), for binding to TIFI peptide as well as to cardiolipin (CL) by ELISA. The sera were divided to three groups based on their aPL activity: IgG group, IgM group, and negative group (without aPL antibodies). The anti-TIFI activities in the aPL-positive and aPL-negative groups were compared using the Student’s t-test. Results: The aCL positive groups had statistically significant higher levels of anti-TIFI activity compared with the aCL negative group (1.443 +/- 0.411 Vs 1.266 +/- 0.317 respectively, p < 0.02) for the IgG group. Conclusion: Although anti-TIFI antibodies are present in both groups, higher levels of anti-TIFI in aPL-positive sera suggests a causative role in aPL production. These findings further support the hypothesis that at least in some patients with APS, aPL antibodies may be generated by immunization with CMV products during incidental exposure to the virus via a molecular mimicry mechanism.

