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Fig. 1 Podocyte depletion hypothesis. Podocyte injury and depletion cytes (> 30%) by death. dysfunction or detachment causes proteinuria
have different causes in different glomerular diseases. The podocyte und glomerulosclerosis, and if persistent, progresses o ESKD
depletion hypothesis posits that loss of a critical proportion of podo-
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Fig. 2 Mechansm of urinary podocyte excretion. Urinary sediment natant podocyte products (stressed podocytes) reflect nonproliferative
podocyte products (detached podocytes) reflect proliferative glomeru- glomerular diseases, suggesting that different methods mark different
lar diseases associated with progression. In contrust, urimary super- biclogical processes
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