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Protective role of FSP1—positive podocytes in the glomerular injury
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WFFER R OMEE (F£30) : The number of FSP1-positive podocytes was elevated in active
glomerular damage, especially in crescentic glomerulonephritis (GN). Patients with
crescentic GN exhibited elevated levels of urinary FSP1, suggesting the potential use of
urinary FSP1 to screen for active and ongoing glomerular damage, such as the formation of
cellular crescents. To investigate the role of FSP1-positive podocytes, we generated various
kinds of experimental nephritis using FSP1 transgenic mice and FSP1 knockout mice.
However, we cannot confirm the protective role of FSP1-positive podocytes in these models.
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