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Animal Model Analysis on Chronic Cerebral Hypoperfusion Based on Clinical Symptom Characteristics
XIANG Liling, LI Yan, CAO Lihua, MIAO Mingsan (Henan University of Chinese Medicine, Zhengzhou 450046
Henan, China)

Abstract: Chronic cerebral hypoperfusion is a common clinical disease and frequently—occurring disease, and it is
also the common pathological basis of many neurological diseases, such as vascular dementia and Alzheimer’s
disease. This article summarizes the existing animal models based on the characteristics of Chinese and western
medicine clinical symptoms of chronic cerebral hypoperfusion, and evaluates the goodness of fit between the animal
model and clinical symptoms, analyzes its advantages and disadvantages and application prospects. At present, the
methods for modeling of chronic cerebral hypoperfusion include vascular occlusion method, arteriovenous fistula and
vascular diameter— controlled method, bilateral common carotid artery occlusion model is the most commonly used
model of chronic cerebral hypoperfusion. Because each model has certain advantages and limitations, the
establishment of an ideal animal model of chronic cerebral hypoperfusion is of great significance for the study of the
pathological mechanism and the clinical treatment and prevention of its complications.

Keywords: chronic cerebral hypoperfusion; clinical symptoms; animal models; advantages and disadvantages;
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Table 1  Diagnostic criteria for chronic cerebral hypoperfusion
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Table 3 Traditional Chinese Medicine types in the classification of chronic cerebral hypoperfusion
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Table 4  Characteristics analysis of chronic cerebral hypoperfusion animal models
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