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Relationship between “Gut-Brain-Heart Axis” and Atherosclerosis

Based on the Mechanism of Gut Microbiota Dysbiosis
Peng Jingyt Gao Xiaojiao Xiao Huidan Liu Linxiao
Quan Desen Du Jingyan Tian Weiyi Cai Kun
(The School of Basic Medicine, Guizhou University of Traditional Chinese Medicine, Guiyang 550025, China)

Abstract Atherosclerosis (AS) is a chronic inflammatory disease, it often accompanied by lipid oxidation.
Imbalance of gut microbiota has been observed in the early stage of AS. As a gastrointestinal hormone and
neuropeptide, vasoactive intestinal peptide (VIP) significantly reduces the levels of inflammation and
oxidative stress in AS by binding to specific receptors. Metabolites produced by the gut, such as butyrate,
have the effects of protecting intestinal barrier and alleviating inflammatory response. The pathways of VIP

” and neuro-immune-cardiovascular

and butyrate are closely connected with the “ gut-brain-heart axis
interfaces, participating in linking the nervous system with cardiovascular diseases. Meridians such as the
Heart Meridian of Hand-Shaoyin also explain the theoretical basis of traditional Chinese medicine for the “gut-
brain-heart axis”. This study will start with the mechanism of gut microbiota imbalance in AS and delve into
the specific mechanisms of the “gut-brain-heart axis”, aiming to provide new targets and ideas for the early
diagnosis, prevention, and treatment of AS.
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