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Concurrent development of catastrophic antiphospholipid antibody syndrome and lupus in a patient
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Introduction: Catastrophic antiphospholipid antibody syndrome (CAPS) may present in association with underlying systemic lupus erythematosus (SLE).
However, concurrent development of CAPS and SLE has not been reported. We present a case of CAPS and SLE in a previously hedthy 20-year-old
woman. Case presentation: A 20-year old woman presented with ulcerative skin lesions on her lower extremities. She had had no thrombotic events or
autoimmune diseases. She had a malar rash, multiple ulcerative patches on both legs, and cyanotic changes on her right 1st and 2nd toes (Figure 1A). To
rule out infection or vasculitis, incisiona skin biopsy was performed. After biopsy, she complained of sudden-onset vision lossin her |eft eye. Funduscopic
examination of the |eft eye revealed macular ischemia and a cherry red spot, and retinal optical coherence tomography showed inner retina ischemia and
edemaindicative of central retinal artery occlusion (Figure 1B). In view of the ocular vascular thrombotic event, she was screened for hypercoagulable dis-
eases, including APS and SLE. Laboratory tests revealed thrombocytopenia and positivity for antinuclear antibodies (1:640) and anti-double stranded DNA
antibodies 1gG (19.0) and IgM (66.1). A coagulation test showed positivity for lupus anticoagulant and anti-cardiolipin IgG. Brain magnetic resonance
imaging and angiography revealed alacunar infarction lesion. Enhanced abdomen computed tomography showed infarctions in both the kidney and spleen
(Figure 1C). Skin biopsy revealed small-vessel vasculitis with thrombosis and epidermal necrosis (Figure 1D). Given the above findings, the patient was di-
agnosed with CAPS and SLE. Intravenous heparin and methyl prednisolone were immediately administered. Furthermore, plasma-exchange was performed
five times. Conclusion: This report shows that CAPS and SLE can develop simultaneously. If ayoung patient suddenly develops a thrombotic event, it is
necessary to consider diseases such as APS, CAPS, and SLE asdifferentia diagnoses.
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T2 A, = FR] Y] e BHE A E ) F A7 A oA AST/ALT 47/40 Total bilirubin 1.25, CK-MB 9.85 ng/ml, troponin-T 0.108 ng/ml, proBNP 2746
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