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WFZeR RO EE (3530) @ It has been observed that a graft organ continues to survive and
function normally even in the presence of anti—graft antibodies. However, the mechanisms
behind acquirement of this condition remain unknown. Here we report that the anti—HLA
ligation on endothelial cells induces PI3K/AKT activation followed by antioxidant gene
induction. Activation of PI3K/AKT endothelial cells by a low concentration of anti-HLA
ligation enhances protection against complement attack (ref 1 and 2). On the other hands,
in ABO—incompatible renal transplantation, we frequently observed C4d deposition on organ without
any injury, while C4d binding is related to graft rejection in HLA—incompatible transplantation
(not published yet). In future experiment, we will compared signaling events in endothelial cells
between anti—-ABO and anti-HLA antibody binding and tried to elucidate the mechanisms of
accommodation.
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