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Role of UPR-related protein degradation pathway in kidney
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The unfolded protein response (UPR) and autophagy (Atg) serves protein homeostasis
and implicates in renal diseases. Previous our studies demonstrated that the IRE1l signaling, which is kno
wn as UPR-mediated protein degradation pathway, related to renal tubular injury. Here, we investigated the
role of Atg-related component in the IRE1 signaling. Our results demonstrated that; (1) Atg-related compo
nent could be interacted with cytosolic C-terminal region of IRELl; 2) level of this interaction changed du
ring ER stress condition; 3) similar results were also observed in renal culture cells; 4) binding of Atg-
related component activated the IRE1 signaling. Taken together, our results suggest a possibility that the
Atg-related component regulated the renal function through modulation of UPR.
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