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Effects of chronic cerebral hypoperfusion on astrocytes in mice

Wang Lingxi,Liv Gang,He Guiqiong,Chu Yanan ,Song Chong,Zhou Zefen,Y ao Qiuhui
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[ Abstract JObjective ; To investigate the effect of chronic cerebral hypoperfusion on astrocytes in mice brain. Methods ; Three months
old C57 mice were subjected to chronic cerebral hypoperfusion with 2 vessels occlusion or sham operation. Anilin blue staining was
used to prove the effectiveness of the model. Pathological changes of astrocytes were examined by immunohistochemicalstaining(THC)
of glial fibrillary acidic protein(GFAP). Western blot was employed to test the levels of GFAP in brain. Results : After the Anilin blue
perfusion, cerebrum of model 0 h group was not dyed while that of sham control group was dyed dark blue. After chronic cerebral hy—
poperfusion, astrocytes were proliferated and manifested as cell quantity increase, cellular hypertrophy and processes. Two months af-
ter model establishment, number of GFAP positive cells was increased,dying was deepened and integrated optical density was en—
hanced compared with those in sham control group, with statistical differences (P<0.05). Intracerebral GFAP expression in model
group was increased significantly compared with that in sham control group,with statistical differences(P<0.05). Conclusions : Astro—
cytes are consistently proliferated after chronic cerebral hypoperfusion,which play an important role in irreversible pathological
changes after cerebral ischemia.
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Effects of curcumin on the expression of SR-B1 and ABCA1 in neurons of
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[ Abstract]Objective ; To observe the effect of curcumin on expression of scavenger receptor class B type I (SR-B 1) and ATP-bind-
ing cassette transporter 1 (ABCA1) in neurons of hippocampus of APPswe/PSEN1dE9 double transgenic mice and to investigate
the mechanism of curcumin in the prevention and treatment of Alzheimer’s disease. Methods : Ten six-month—old APPswe/PSEN1dE9
double transgenic mice were randomly divided into control group and curcumin group. Each group had 5 mice. Mice in curcumin group

were fed curcumin 500 ppm every day. Six months later,changes of the expression of SR-B I and ABCA1 in neurons of hippicampus
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