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Neuroprotective effects of hydroxy fasudil on brain hippocampal neurons damage of chronic cerebral hypoper-
fusion rat model Sun Li,Mei Gui ,Guo Lianjun et al. Department of Neurology, General Hospital of the
Yangtze River (Wuhan Brain Hospital), Wuhan 430010

[Abstract] Objective To observe the neuroprotective effects of hydroxy fasudil (HF), a Rho-kinase in-
hibitor, on hippocampal neurons damage after chronic cerebral hypoperfusion in a rat model. Methods Chronic
cerebral hypoperfusion in rats was performed by permanent occlusion of the bilateral common carotid artery
(2VO). SD rats were divided into three groups: sham-operated group, ischemic group and HF treated group
(10 mg/kg). Morris water maze was used to measure spatial learning and memory performance. HE stain was
used to observe morphology change. Results Compare with sham-operation group, 2V0 rats resulted in spatial
learning and memory impairments shown by longer escape latency and shorter time spent in the target quad-
rant. Morphological observe of 2V0 rats hippocampal show CA1 neurons lost. Administration of hydroxy fa-
sudil (10 mg/kg, once per day for 30days) can improve 2V0 rats learning and reduce the neuron lost. Conclu-
sions Long-term administration of hydroxy fasudil markedly attenuated chronic cerebral hypoperfusion in-
duced neuronal damage.
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