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Mechanisms of progression of chronic kidney disease
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In chronic kidney diseases caused by diabetes or nephritis, the key event is
injury in a unique type of cells, called podocytes. Podocyte injury triggers progressive deterioration of
kidney function. In the present study, we established a method to comprehensively analyze gene expression
selectively in podocytes. We also revealed the mechanism underlining induction of angiotensin Il within
the Kkidney. Angiotensin Il is the most potent blood pressure-raising hormone, and also may further worsen
kidney injury. Podocyte injury causes leakage of angiotensinogen, the precursor protein of angiotensin
11, which is reabsorbed by kidney cells, and then converted to angiotensin Il. This finding provides an
insight into mechanism underlining progressive worsening of kidney diseases.
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