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[Abstract] Aneurysmal subarachnoid hemorrhage (aSAH), primarily caused by the rupture of intracranial aneurysms with
bleeding into the subarachnoid space, is an acute neurological disease associated with high disability and mortality. Brain injury after
aSAH results from a combination of injury mechanisms, with early brain injury (EBI) occurring within 72 hours post-onset, laying the
foundation for subsequent pathophysiological changes in the brain and poor prognosis of patients. Among them, the brain
immunoinflammatory response, involving the interaction of various immune cells and active substances, plays a significant role in post-
aSAH EBI, and is related to delayed brain injury and long-term prognosis. Systemic inflammatory response following aSAH can also
affect the prognosis and outcome of patients. This review summarizes the role of local and systemic immune inflammatory responses
in the occurrence and progression of aSAH, as well as the research progress on related inflammatory biomarkers and therapeutic
prospects, aiming to provide a theoretical reference for new treatment for aSAH.
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