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Advances in proteomic research on cognitive disorder PEI Jiangyan, JI Weizhong. (Graduate School of Qinghai
University , Xining 810001, China)

Abstract: Cognition is the intelligent processing of the brain, which affects the acquisition and realization of
knowledge in the body, including learning, memory, thinking, language, emotion, spirit, and other psychological and
social activities. Cognitive impairment refers to abnormalities in the processing of higher-order intellectual activities in the
brain, such as learning, memory, thinking, and judgment, which leads to severe learning and memory difficulties, and it
is often accompanied by pathological developments including aphasia and apraxia, which is mainly caused by Alzheimer
disease, cerebrovascular diseases, and traumatic brain injury. At present, the etiology of cognitive impairment remains
unclear. Nowadays, with the continuous development of modern science and technology, proteomics technology has been
widely used in the field of clinical medical research and can provide a scientific basis for the diagnosis and treatment of

diseases and the development of new drugs. This article reviews the research advances in proteomics technologies,

humoral proteomics of cognitive disorders, brain tissue proteomics, and proteomics research in cognitive disorders at high
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altitude, in order to further reveal the application and development of proteomics in cognitive disorders.
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