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ABSTRACT: Podocyte disorders may not only underlie these hereditary glomerulopathies but also play crucial role in a broad
spectrum of acquired glomerular diseases. It is well known that podocytes are a major target in Minimal Change Disease and Focal
Segmental glomerulosclerosis, and increasing evidence indicates that podocyte injury is also involved in a variety of other glomerular
diseases, such as diabetic nephropathy, HIV nephropathy, membranous nephropathy and other acquired glomerular diseases. So, it is
important to know the injury mechanism of the podocytes. Clinical observation is put forward in patients with FSGS there may be a
circulating factor associated with a large number of proteinuria, then the animal experiment and in vitro observation confirmed the
existence of circulating factors. A growing number of studies support the T cell dysfunction, abnormal cytokine release may be one of the
source of the circulation factor. If it can detect circulating factors on the patients, use it to guide the choice of treatment (immune
inhibitors, plasma exchange), may become a breakthrough in the diagnosis and treatment of FSGS. In this paper, based on domestic and
international research literature, literature analysis and summarized the research status of the review of podocytes and associated
recycling factors, discuss the injury and recurrence mechanism of the podocytes,for the help to the trearment of podocytes.
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