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Pathogenesis of Progressive Sclerosis in the Renal Glomeruli,
One of Representative Microvasculatures

Takashi OITE
Department of Cellular Physiology, Institute of Nephrology,

Niigata University School of Medicine
(Director: Prof. Takashi OITE)

It was 24 years past since our institute, The Institute of Nephrology, Niigata University
School of Medicine, was established. Now there are three departments, namely, Departments
of Pathology and Cell Biology, and Department of Cellular Physiology that was built up
last year as a newface. Up to now, many works produced in our institute have been
presented in the international journals and books. There is no space enough to describe
or introduce all our works, here. However, on a special occasion of starting my career
in the new department, I would like to review one aspect of research history which [
have been absorbed in and just have been pilling up to. In addition, a recent direction
of our research projects for clarifying the mechanism of progressive glomerulosclerosis will
be described.
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