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Research progress on ERS mediated cognitive impairment insomnia and traditional Chinese
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Abstract: Cognitive impairment-related insomnia is a complex sleep disorder accompanied by cognitive function
impairment, and is a common comorbidity with cognitive dysfunction in modern society. The pathological mechanisms
of the two are closely related. In recent years, endoplasmic reticulum stress-induced neuronal apoptosis has been
considered a key pathological link connecting cognitive impairment and insomnia. Guizhi Longgu Oyster soup is a
classic clinical treatment, but the mechanism of its treatment of endoplasmic reticulum stress mediated apoptosis of
insomnia neurons with cognitive impairment remains to be clarified. This article focuses on endoplasmic reticulum
stress, reviews its role in the apoptosis of insomnia neurons with cognitive impairment and the research progress in
the intervention of Guizhi Longgu Oyster soup, so as to provide scientific basis for the treatment of this disease with
traditional Chinese medicine.
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