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Activation of microglia and pathological changes in chronically hypoperfused brain of

rats
LI Lu-st LIU Zhi- ong (Department of Neurologys Southwest Hospital Third Military Medical University, Chongging 400038, China)

Abstract: Objective To study the pattern of activities of microglia, the patholgical changes of chronically hypoperfused brain of rats and the
interrelationship between them. Methods Model of chronically hypoperfused brain was established in rat by the ligation of both common camwtid ar-
teries and the histopathological changes of brain were observed with light microscope. The activity of micwoglia of the brain were also observed with
immunohistochemistry method and the number of microglia was measured with image analyzer. Results Extensive activation of microglia was ob-
served after chronic cerebral hypoperfusion and the activation was increased with the elapse of time of hypoperfusion. There were obvious pathological
change in the brain after the chnic cerebral hypoperfusion, such as myelinic degeneration and formation of glial nodule in white matter. After treat-
ed with cy closporin A, the number of microglia was cbviously reduced but the pathological change was evidently decreased. Conclusion The acti-
vation of micwglia resulted from chonic cerebral hypoperfusion is relates to the pathological changes of the brain. However cycdosporin A can de-
crease the pathological change and inhibit the activation of micmglia.
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