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ABOUT THE PRESENTER
Prof. Reiko Inagi is a Division chief (associate professor) at The University of Tokyo 
Graduate School of Medicine, a lecturer at Chubu University Department of Biomedical 
Science, a councilor of the Japanese Society of Nephrology (International liaison 
committee), International Maillard Reaction Society (IMARS, chief editor of IMARS 
Highlights), and Japanese Maillard Reaction Society (JMARS, IMARS-JMARS liaison 
committee). She earned her PhD in Immunology from Nagoya University Graduate School of 
Medicine, Nagoya, Japan, in 1990. She has researched the mechanisms of latent viral 
infection and host defense at Osaka University School of Medicine as an associate professor 
from 1991 to 1998. She then moved to Tokai University School of Medicine as an associate 
professor and began her studies on molecular nephrology including genomics and 
transcriptome analyses for identification of the novel genes specific for kidney disease. She 
got the “Kimoto Award” of the Japanese Society for Dialysis Therapy in 2003, the awards of 
the Japanese Society for Renal Pathology in 2003 and 2007. Since 2008, she has been 
assigned to the present positions and her recent professional interests are i) the role of 
oxidative, hypoxic, or endoplasmic reticulum stress-induced responses, ii) the link between 
organelle-induced stress signals and uremic toxins, iii) pathophysiological significance of 
organelle crosstalk in kidney disease and aging.

The role of organelle crosstalk in kidney disease
PROFESSOR REIKO INAGI
Division of Chronic Kidney Disease Pathophysiology,  The University of Tokyo Graduate School of Medicine

ABSTRACT
Organelle damage causes various kidney disease. In particular, organelle stress, such as 
decreased proteostatic activity in endoplasmic reticulum (ER) and altered energy 
metabolism in mitochondria, closely contributes to glomerular and tubulointerstitial 
damages, resulting in progression and development of kidney diseases. 
The ER regulates protein synthesis, folding and degradation via the unfolded protein 
response (UPR) pathway. ER stress leads to dysregulation of the UPR pathway, and a 
defective UPR is highly deleterious to renal cell function and viability and is thereby 
implicated in the pathophysiology of various kidney diseases. Our studies and those by 
others provide a link between the UPR pathway and mitochondrial structure and function, 
indicating the important role of ER in the maintenance of mitochondrial homeostasis. For 
example, ER Stress delivers stress response signals to the nucleus via UPR pathway 
(ER-nucleus crosstalk). This lecture will focus on molecular mechanisms and 
pathophysiological roles of organelle crosstalk in kidney disease
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