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[ Abstract]

dementia, Alzheimer disease, Binswanger disease and so on, but it has relatively long intervention time — window, so in — depth

Chronic cerebral ischemia is the pathologic basis of multiple nervous system disease, including vascular

study for inflammatory reaction mechanism of chronic cerebral ischemia has important clinical significance for prevention and

treatment of ischemic cerebrovascular disease. This paper reviewed related research progress on inflammatory reaction mechanism

of chronic cerebral ischemia.
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