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Effects of chronic cerebral hypoperfusion on cognitive function in mice and its molecular mechanism Zhang
Qian, Wen Tingting , Zhang Zhentao, et al. Department of Neurology. Renmin Hospital of Wuhan Uni-
versity » Wuhan 430060

[Abstract] Objective To investigate the effect of chronic cerebral hypoperfusion on cognitive function in
mice and the molecular mechanism. Methods 24 male Tau knockout (Tau-KO) mice and wild-type (WT)
mice were respectively prepared and randomly divided into 4 groups (n=12): Tau-KO sham operation group
(Tau-KO Sham), Tau-KO chronic cerebral hypoperfusion model group (Tau-KO CCH), WT sham operation
group (WT Sham) and WT chronic cerebral hypoperfusion model group (WT CCH), and the chronic cerebral
hypoperfusion was prepared by bilateral common carotid artery implanted vascular shear-stress regulator. Af-
ter 10 weeks, we use Morris water maze to test the learning and memory abilities of 4 groups of mice, and the
expression levels of tau phosphorylation (p-Tau) and fibrinogen (Fg) was detected by immunofluorescence and
immunohistochemistry. Results Chronic cerebral hypoperfusion could upregulate the expression levels of p-
Tau and Fg, and aggravate cognitive impairment in mice, while Fg expression was reduced and cognitive func-
tion was significantly improved after blocking Tau protein. Conclusion Chronic cerebral hypoperfusion can in-
crease the expression of p-Tau and Fg, which synergistically affect the impairment of cognitive function in
mice, and the cognitive impairment of mice is improved after blocking Tau protein.
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