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Abstract Acute kidney injury (AKI) and chronic kidney disease (CKD) constitute a global public health
challenge, severely threatening patients quality of life and life expectancy. In the treatment of AKI and CKD,
we face numerous challenges, including the complexity of early diagnosis, the limited nature of treatment
options, and the uncertainty of disease prognosis. Endothelial glycocalyx (EG) is a polysaccharide-protein
complex that covers the surface of vascular endothelial cells and plays a crucial regulatory role in maintaining
vascular homeostasis. Damage or dysfunction of EG is closely associated with the development of AKI and
CKD. This article comprehensively reviews the pathophysiological role of EG in AKI and CKD and delves into
its potential as a biomarker and therapeutic strategies targeting EG. The aim is to elucidate the significant
role of EG in kidney diseases, opening new perspectives and directions for future research and clinical
applications.
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SNSRI P SRS P SR N S T
ik, MEME LI, HRS iR 77 1Y M35 5 K BLE 40 1
B EGHEBE, M+ EG Y, mE i ikEAR
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T R T o YT Sk S PR N R A, IR 3 BT
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