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Abstract

The role of autophagy in renal ischemia-reperfusion injury is a complex and multifaceted process.
Renal ischemia-reperfusion injury (IRI) is a common pathophysiological process in clinical practice.

EIREE

SCES|F: BUKE, FHE. AR E WA SR R BT Th A AL BB SO D). PR R S R, 2025, 15(2): 211-
214.DOI: 10.12677/acm.2025.152335


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.152335
https://doi.org/10.12677/acm.2025.152335
https://www.hanspub.org/

UK, S

Itis usually caused by the restoration of blood flow after the interruption of renal blood supply. This
damage is associated with multiple mechanisms, including oxidative stress, calcium overload, mi-
tochondrial dysfunction, autophagy and apoptosis. Among these mechanisms, autophagy plays a
key role.
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