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The role of regenerative tubules in progression from acute kidney injury to
chronic kidney disease
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Renal tubular epithelial cells (TECs) have regenerative capacity, whereas
maladaptive repair of TECs after acute kidney injury (AKI) leads to fibrosis, resulting in chronic
kidney disease (CKD). During AKl to CKD progression, failed-repair TECs acquire the ability to
promote fibrosis. The purpose of this study is to investigate the role of failed-repair TECs in
fibrogenesis. The results of this study suggested that CD44 was expressed in failed-repair TECs
after AKI prior to fibrosis, and induced production of extracellular matrix in failed-repair TECs.
Since fibrosis is a common pathway of development of CKD, the results of this study could contribute

the development of novel methods for treatment and prevention of CKD.
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5. Fibronectinl (Fn1) mRNA
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