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Research progress in delayed cerebral ischemia after aneurysmal subarachnoid hemorrhage
WANG Jian-cun, HU Guan-cheng. Jishou University School of Medicine, Hunan 416000, China
[ Abstract |

mal subarachnoid hemorrhage (aSAH) , was once understood to be caused only by cerebral vasospasm and some schol-

LI Xue-feng,

Delayed cerebral ischemia(DCI) , as an important cause of neurological impairment after aneurys-

ars also directly defined DCI as the adverse prognosis of cerebral vasospasm. However, current researches show that
the potential pathogenesis of DCI may be more than that. At present, there are more recognized mechanisms: early
brain injury, cortical spreading depolarizations, microthrombosis, microvascular spasm, cerebral blood flow autoregu-
lation disorders, oxidative stress and reactive oxygen species free radical production, and other mechanisms, such as

cell death, inflammatory response, blood-brain barrier damage, etc. In this paper, we review the research progress in

- 533 -

DCI after aSAH.
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