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Pannexinl

Evaluation of the role of endothelial pannexinl in progression of diabetic
kidney disease

Kidokoro, Kengo
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We hypothesized and investigated the hypothesis that vascular
endothelium-derived ATP under hyperglycemia increases calcium influx into podocytes through
purinergic(P2) receptor and promotes podocyte damage. In human glomerular endothelial cells,
hyperglycemia and NOS inhibition increased ATP levels in the supernatant. Pannexin 1 inhibitor,
probenecid, supressed the ATP release. Diabetic mice with endothelial dysfunction had elevated
plasma ATP levels, albuminuria, and calcium levels in podocytes, which were suppressed by probenecid

administration. The importance of the ATP / P2 receptor pathway was suggested in the development of
podocyte injury in diabetic kidney disease.
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