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Abstract : Cerebral ischemia-reperfusion injury (CIRI) is a critical pathological process underlying ischemic stroke and
other acute ischemic disorders. Its mechanisms involve inflammation, blood-brain barrier (BBB) disruption, oxidative
stress, and neuronal apoptosis. As a key member of the miR-17-92 cluster, miR-92a plays an important regulatory role in
multiple cell types of the neurovascular unit (NVU) , including neurons, endothelial cells, pericytes, and astrocytes.
Studies have shown that miR-92a aggravates inflammation, BBB dysfunction, oxidative stress, and neuronal apoptosis by
inhibiting the expression of KLF2/4, NRG1, and antioxidative molecules such as HO-1 and SIRT6, thereby exacerbating
brain injury. Therefore, developing new therapeutic strategies targeting the function and regulatory mechanisms of miR-92a
has become a new focus in the field of CIRI research. This article reviews the multiple regulatory mechanisms of miR-92a
in CIRI, aiming to provide new potential therapeutic targets and approaches for stroke.
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