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[Abstract] Intracerebral hemorrhage (ICH) is defined as primary non-traumatic intracranial parenchymal
hemorrhage. Although spontaneous ICH accounts for less than 20% of stroke cases, it still has the highest mortali-
ty rate with high morbidity and disability rate among all stroke types. The Blood brain barrier (BBB) is a physical
and metabolic barrier that restricts molecular transport and separates the central nervous system from blood circu-
lation. In many patients with intracerebral hemorrhage, the symptoms of neurological impairment gradually worsen
in the early stage, and the early damage of BBB is one of the main causes of neurological damage. Studies have
shown that the severity of damaged BBB is closely related to the poor prognosis after intracerebral hemorrhage,
and protecting the integrity of BBB and maintaining its permeability are the main treatment methods for intracere-
bral hemorrhage in the future. Therefore, clarifying the related mechanisms of increased BBB permeability after
ICH is meant to provide new research directions for finding therapeutic targets.
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