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Research on the coagulopathy of lupus nephritis

(Department of Nephrology, First Affiliated Hospital of Harbin Medical University, Harbin 150001, China)

Lupus nephritis (LN) is associated with a hypercoagulable state and an increased risk for venous and arterial
thrombosis. Although immune complexes are thought to produce most forms of injury in LN, thromboembolic
complications may be another important cause of renal injury and kidney dysfunction. However, the mechanisms
specific to LN that promote a hypercoagulable state have not been identified. Understanding the development of

the thrombosis in LN and providing possible treatment options for the hypercoagulable state in this disease could
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delay the process of renal fibrosis and renal failure.
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