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Research methodology of nervous system diseases: from system theory perspective
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[ABSTRACT] The morbidities of nervous system diseases, such as cerebrovascular disease and Alzheimer’'s disease ,are in-
creasing with the aging of population. As a theory and methodology, system theory plays an important role in the studies of
nervous system diseases. Using the principle of system theory, this paper discusses the research methodology of nervous system

diseases based on the latest advances in aetiology, diagnosis and treatment of some nervous system diseases from the integra-

tion, hiberarchy and scheduling aspects of a system.
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