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Research on the Correlation between Plateau Gut Microbiota and Atherosclerotic Ischemic
Stroke CHAI Fengmei', FAN Qingli. 1. Graduate School of Qinghai University, Xining 810001, China; 2.
Department of Neurology, Qinghai Provincial People ’s Hospital, Xining 810001, China

Abstract The gut microbiome is the largest microbial reservoir in the human body and plays a significant role
in neural development, aging, and brain diseases. In recent years, the relationship between gut microbiota and
ischemic stroke has become a hot research topic among stroke researchers. Under normal circumstances, the gut
microbiota maintains a balanced state with the human body and the external environment. However, in
high-altitude regions, hypoxia may lead to digestive dysfunction, causing bacterial translocation and imbalance

of the gut microbiota. This article provides an overview of the correlation between atherosclerotic ischemic

stroke and plateau gut microbiota and looks forward to its therapeutic prospects.

Keywords plateau; gut microbiota; ischemic stroke
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