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Acquired multiple coagulation factor deficiencies in a patient with systemic lupus

erythematosus
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Hematologic abnormalities are common in systemic lupus erythematosus (SLE). Uncommonly, several forms of acquired hemophilia have been
reported in patients with SLE. We report a case of acquired hemophilia associated with multiple factor deficiencies developed in SLE. A
13-year-old girl was referred to our hospital because of her two-month history of easy bruisability. Initial laboratory findings showed severe
thrombocytopenia and prolonged activated partial thromboplastin time (aPTT) with normal prothrombin time. In factor assays, the activities
of factor VIII, IX, X and XI were all significantly reduced. The titer of anti-nuclear antibody was 1:640. Other serologic markers including
anti-double stranded DNA, anti-SSA antibody, lupus anticoagulant, anti-cardiolipin antibodies (IgG and IgM), anti-beta2-glycoprotein I IgG
antibody, and anti-factor VIII antibody were all positive. Based on recurrent oral ulcer and laboratory findings, she was diagnosed with SLE
with acquired multiple coagulation factor deficiencies. Treatment with oral methylprednisolone (1 mg/kg/day)with hydroxychloroquine (200
mg/day) promptly improved her bleeding diasthesis including thrombocytopenia and multiple factor deficiencies: all factor deficiencies became
normalized and anti-factor VIII antibody disappeared. During 5-month follow-up, she is doing well with tapering of oral steroid (methylprednisolone
2 mg/day).
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