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ATP/P2Y2

Elucidation of mechanism of the progression of glomerular injury via ATP/P2Y2
receptor pathway in diabetic kidney disease.
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We have hypothesized that ATP release from endothelial cells with low NO
bioavailability was increased, and endothelium-derived ATP induces Ca 2+ influx in glomerular
epithelial cells and promotes epithelial dysfunction in the process of glomerular injury in diabetic

kidney disease (DKD). In diabetic mice with endothelial dysfunction (eNOS-KO / STZ), plasma ATP
levels and urinary albumin excretion were significantly increased compared to STZ mice. In eNOS-KO
/ STZ mice, Ca 2+ -sensitive fluorescent protein expression in podocyte was higher than in STZ.

These results suggest that the progression of epithelial cell injury in DKD is related to increased
intracellular Ca 2+ concentration and enhanced by endothelial injury.
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