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Elucidation of the pathogenic mechanism of glomerulosclerosis by circulating
actors
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Our objectives were to identify candidate circulating factor(s) of idiopathic
nephrotic syndrome, and to elucidate the mechanism of impaired glomerular barrier function by nephrotic
circulating factor(s). We found that soluble urokinase ﬁlasminogen receptor (SuPAR) is not the primary
factor of focal segmental glomerulosclerosis, and searched for novel candidate circulating factors of
idiopathic nephrotic syndrome. We also identified the molecular mechanism of slit diaphragm maintenance
crucial for prevention of proteinuria, and the molecular changes in podocytes in patients with various
types of nephrotic syndrome. The present study revealed novel pathogenic mechanisms crucial for
development of therapeutic targets of nephrotic syndrome.
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