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Inflammatory mechanism and research progress of high mobility group protein Bl in vascular dementia”
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Abstract ; Vascular dementia (VD) is the second most common cause of dementia in the elderly,second on-
ly to Alzheimer's disease,and related to age. High mobility group protein Bl (HMGB1) ,as an important com-
ponent damage associated molecular patterns (DAMPs) ,can not only initiate early inflammatory response, but

also promote the release of inflammatory mediators in the late stage,causing neuronal damage and brain tissue

damage. However,it was also found that HMGBI could promote cerebrovascular repair.
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