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Systemic lupus erythematosus—associated collapsing glomerulopathy
Mei Jing,Du Xiaogang
(Department of Nephrology ,the First Affiliated Hospital of Chongqing Medical University)

[ Abstract }Collapsing glomerulopathy(CG) ,once known as a special renal disease in human immunodeficiency virus (HIV ) —positive
patients, has since been recognized in association with numerous other conditions,such as systemic lupus erythematosus(SLE). SLE-
associated CG is a distinct clinicopathologic entity in patients with SLE who are not associated with HIV, parvovirus B19, hepatitis C
virus, drugs or the primary causes of CG,and is characterized by significant proteinuria, poor response to immunosuppressive therapy,
and rapid progression to renal failure. In this article,we review recent progress on SLE—-associated CG.
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