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Research progress on the relation between gut microbiome-gut-brain axis and post-stroke cognitive
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[Abstract] Post-stroke cognitive impairment (PSCI) is a prevalent functional impairments following stroke that seriously
affects patients' quality of life and daily activities. Studies indicate a close relationship between intestinal microflora dysbiosis and
central nervous system diseases. Intestinal microflora profoundly impacts on human physiological health, contributing to the stability
of nervous, metabolic and immune systems through regulation of the gut-brain axis. An increasing number of studies confirmed the
important role of the gut microbiome-gut-brain axis in the occurrence and development of stroke and its associated PSCI, and
regulation of microbiome-gut-brain could be potential target to treatment of PSCI. This review summarizes research progress on gut
microbiome-gut-brain axis and PSCI to provide a reference for exploration of related mechanisms and clinical prevention and
treatment strategies.
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Fig.1 The effects and role of gut microbiome on post-stroke
cognitive impairment
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