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INDUCTION OF EXPERIMENTAL APS WITH CNS INVOLVEMENT IN 5 DIFFERENT MOUSE STRAINS

A. Katzav1, C.G. Pick2, A.D. Korczyn1, Y. Litvinjuk1,4, S. Shrot1, 
M. Blank3, Y. Shoenfeld3, P. Sirota4, J. Chapman1 

1Department of Physiology and Pharmacology, Sackler Faculty Of Medicine, 2Department of Anatomy, Sackler Faculty of Medicine, Tel Aviv University, Tel Aviv, 3Department of Medicine B and Research Unit of Autoimmune Diseases, Chaim Sheba Medical Center, Tel Hashomer, 4Abarbanel Mental Health Center, Bat Yam, Israel 

Objective: The antiphospholipid syndrome (APS) includes systemic and central nervous system (CNS) pathology associated with antibodies to a complex of phospholipids and b2-glycoprotein I (b2-GPI). We have recently reported the induction of APS associated with behavioral and cognitive deficits in Balb/C female mice that developed 4-5 months following immunization with b2-GPI. In the present study, we examined the influence of genetic factors on the ability to induce experimental APS with CNS involvement by testing several mouse strains immunized with b2-GPI. Methods: Female mice from five strains were immunized once with b2-GPI in complete Freund’s adjuvant (CFA) or with CFA alone (controls). Neurological assessment in a staircase test and in a T-maze alternation test was performed 4-5 month following the immunization. Results: Immunization with b2-GPI resulted in elevated levels of antibodies against negatively charged phospholipids and b2-GPI in all five mouse strains. Autoantibody levels were significantly higher in Balb/C, ICR, and C57/Bl mouse strains compared to AKR and C3H/eb mouse strains. Hyperactivity reflected by higher number of stairs climbed in 3 minutes, was seen in the Balb/C, ICR, and C3H/eb mouse strains. Anxiety reflected by more frequent rears, was seen in the Balb/C, AKR, and C3H/eb mouse strains. Cognitive decline in the T-maze alternation test was seen in the Balb/C, C3H/eb, and C57/Bl mouse strains. Conclusion: In this study we demonstrate the ability to induce APS with CNS involvement in different mouse strains. These results indicate that there is no clear correlation between autoantibody levels and neurological impairment, and suggest a complex genetic immune interaction.

