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GLYCOPROTEIN IIIA POLYMORPHISM HPA6Wa/b AND aPL ARE INDEPENDENT RISKS FOR THROMBOCYTOPENIA IN PATIENTS WITH SLE
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Antiphospholipid antibodies (aPL) appear to play a role in thrombocytopenia in systemic lupus erythematosus (SLE) but its cause is multifactorial. Human platelet glycoprotein (GP) IIb/IIIa complex is the essential platelet receptor, being a major target for anti-platelet antibodies. Gene polymorphisms at GPIIIa constitutes one of the factors in alloimunization, leading to immune-mediated platelet disorders. Human platelet antigen (HPA)-6W, a rare alloantigen system located on GPIIIa due to an Arginie-Glutamine polymorphism in amino acid 489, has been implicated in neonatal alloimmune thrombocytopenia. We investigated the involvement of aPL and HPA-6W a/b polymorphism in the development of thrombocytopenia in SLE. Patients and methods: One hundred and thirty five Japanese SLE patients and 66 healthy controls were included. Fourteen patients had secondary APS, 35 thrombocytopenia, 21 thrombosis and positive aPL in 52. All subjects were typed for HPA-6W a/b polymorphisms by polymerase chain reaction-restriction fragment length polymorphisms using specific primers and Mva I as a restriction enzyme. Results: Frequency of thrombocytopenia was higher in patients with aPL than in those without (37 % vs. 20 %, OR 2.37 [1.08-5.21], p= 0.0428). HPA-6W a/b genotype was significantly more frequent in patients with thrombocytopenia than in those without (20% vs. 3%, OR 8.2 [CI 2.0-34.3] p=0.0028). None of the patients with thrombosis had HPA-6W b allele. Conclusion: aPL is a risk for thrombocytopenia in SLE. HPA-6W b allele is an independent and stronger risk for thrombocytopenia but not for thrombosis in SLE. HPA-6W b carrier might be prone to develop anti-platelet membrane autoantibodies.

