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Summary

Oxidative stress promotes mitochondrial destabilisation in human kidney PT epithelial cells with an early loss of p62 expression, and
Impaired PPARy activation. Failure to remove damaged mitochondria via autophagy, or defective p62, may lead to a spiralling cycle
of oxidative stress due to increased amounts of dysfunctional mitochondria that result in progressive deterioration of tubular
function in CKD. Despite positive outcome in other tissues, activation of PPARy may not be cytoprotective against oxidative stress In
kidney PT epithelium.
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