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We investigated the implication of endoplasmic reticulum (ER) stress in the process of podocyte injury.
Cultured growth-restrictive podocytes showed enhanced unfolded protein response under hypoxia, one
of the metabolic stresses we tested. The apoptosis pathway associated with CHOP, which is one of the
ER stress-related molecules, included a complicated network with Bcl-2-related proteins. Furthermore,
we found that methylglyoxal, a carbonyl compound, directly damaged podocytes. Those results suggest
that hypoxia, ER stress and carbonyl stress may have a crosstalk with each other and promote podocyte

injury.
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