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The role of enteric fungi and viruses in alcohol-related liver disease
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Jinyintan Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan, Hubei

[ Abstract] Alcohol-related liver disease is the long-term drinking caused by liver damage disease, cause liver
function abnormalities, severe can cause acute liver failure, can cause death. Most cause chronic damage to the liver,
affecting people's quality of life. Therefore, the study of alcohol-related liver disease needs to be solved urgently, and its
pathogenesis and prognosis are not clear. Intestinal microecology is a research hotspot in recent years. Intestinal
microecology plays an important role in the occurrence and development of alcohol-related liver disease. A large number
of studies have found that intestinal flora, dominated by bacteria, is related to the pathogenesis of alcohol-related liver
disease. Less research has been done on intestinal fungi and viruses. In this paper, the literature on intestinal fungi and
viruses and human or animal health and diseases at home and abroad was systematically collected, and the composition
and distribution of intestinal fungi and enteroviruses were reviewed, as well as the relationship between intestinal fungi
and enteroviruses and ALD, so as to find new therapeutic targets and provide new ideas for the diagnosis and treatment of
ALD.
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