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Proteomic analysis of transgenic rat specifically expressing
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Nephrotic syndrome present massive proteinuria, however, underling mechanisms remain
elusive. We focused an interaction between the cell-cell contact which is involved with
urine production, and proteinase produced in these cells (ADAMTS-8). Rat with forced
expression of ADAMTS-8 gradually showed proteinuria. Using these rat model, we revealed

molecules associated with development of proteinuria.
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