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Progress of prostaglandin receptor EP3 in ischemia-reperfusion injury

WU Zhihao', ZHANG Yingzhan®, XIANG Zhen’, ZHU Ningxia'

(1. Key Laboratory of Tumor Immunology and Microenvironmental Regulation, College of Basic Medical,
Guilin Medical University, Guilin 541199, China; 2. The Fifth Affiliated Hospital of Zunyi Medical University,
Zhuhai 519000, China; 3. Health Examination Center, First Affiliated Hospital of
Guilin Medical University, Guilin 541001, China)

Abstract  Ischemia-reperfusion injury ( IRI) is often secondary to pathological processes such as myocardial
infarction, ischemic stroke and acute kidney injury, and can also appear in clinical treatment, such as thrombolytic
therapy, percutaneous coronary intervention, organ transplantation, etc. Consequently, preventing and treating IRI
remains a significant challenge in clinical practice. The EP3 receptor regulates cellular functions through various
pathways, including oxidative stress, inflammatory responses and apoptosis, and it plays an important role in IRI.
Thus, receptor EP3 may represent a promising new therapeutic target for IRI. This article analyzes and reviews the

role and possible mechanisms of EP3 receptor in IRI from the perspectives of myocardial IRI, cerebral IRl and
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ischemic kidney injury, aiming to provide a theoretical basis for the clinical treatment of ischemia-reperfusion injury.

Keywords : prostaglandin; EP3 receptor; ischemia-reperfusion injury
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