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Inflammasome activation in podocyte of diabetic kidney diseases
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Diabetic kidney disease (DKD) is one of the common vascular complications of

diabetes mellitus. Nitric oxide (NO) produced in the endothelial cells by endothelial nitric oxide
synthase (eNOS) is an important mediator for the maintenance of vascular homeostasis. While it is
well known that inflammation is important pathways in the development of DKD.

To determine the role of inflammasome on the development of glomerulopathy, we generated eNOS-ASC
double knockout mice (eNOS-ASC-DKO). urinary albumin excretions were increased much more in eNOS/STZ
than in WT/STZ, while the glomeruli were more damaged in eNOSKO/STZ than in WT/STZ. Urinary albumin
excretion was lower in eNOS-ASC-DKO/STZ compared with eNOSKO/STZ. In eNOS-deficient mice,
inflammasomes were activated, and glomerular injuries were exacerbated. However in eNOS-ASC-STZ
mice, the glomerular damage were attenuated. Our data suggested that eNOS/NO signaling ameliorates
podocytes via the regulation of inflammasome activation in DKD.
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Inflammasome key component
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The eNOS/NO signaling attenuates glomerular injury in diabetic Mice via Suppression of Inflammasome activation.
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