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[Abstract] As a special type of lupus nephritis,lupus podocytopathy(LLP)is characterized by

diffuse epithelial cell foot process effacement and absence of peripheral capillary wall proliferation

and immune complex deposition. Currently the pathogenesis of LP has remained elusive. Using

glucocorticoids and immunosuppressive agents can alleviate the severity of disease. However, high

recurrence rate of LP has become a thorny problem. This review summarized the histopathology,

pathogenesis and treatment of LP.
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(systemic lupus erythematosus, SLE) £ ¥ UL . f% ™ 5 B9 Iifs IR
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DLR I PRI 38 5 S e 3R A 1 AMATUR A6 4l il 8 7Y
R BURBEAR DG Z R BB AEVE LN, 2002 4F Hertig %
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