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WFFER S OMESEL (33C) : In Spontaneously Diabetic Torii rats developing diabetic
nephropathy, 1) volume expansion/overload via the stimulatory effect of angiotensin II
overproduced in proximal tubules on the tubules’ Na reabsorption induced angiotensin II
upregulation only in left ventricular subendocardial cardiomyocytes, thereby leading to
the development of cardiomyocyte hypertrophy, and 2) the cardiomyocyte hypertrophy
promoted coronary angiogenesis in the early adaptive phase, but suppressed coronary
angiogenesis in the late maladaptive phase, respectively, via vascular endothelial growth
factor and thrombospondin—1 produced from hypertrophied cardiomyocytes under chr onic

hypoxia, leading to the development of interstitial fibrosis.
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