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Abstract: Translocator protein 18 kDa(TSPO) , as a key biomarker for neuroinflammation, has attracted widespread
attention in the research on the pathogenesis of stroke in recent years. Stroke is a severe neurological disease, in which
neuroinflammation plays a crucial role. TSPO exhibits multiple functions in regulating the activation and polarization of mi-
croglial cells and modulating neuroprotective responses, making it an important entry point for understanding the pathologi-
cal mechanism of stroke. With the continuous development of TSPO-PET imaging technology, this technology has been
widely used in clinical and experimental studies, providing a powerful tool for real-time monitoring of intracerebral inflam-
mation and evaluation of therapeutic outcomes. This article systematically reviews the research advances in TSPO in neuro-
inflammation associated with ischemic and hemorrhagic stroke and explores its potential neuroprotective mechanisms and

application prospects, in order to provide theoretical support and research directions for the optimization and innovation of
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stroke treatment strategies in the future.
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