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[Abstract]

gut microbiota is fairly related to the genesis, development and outcome of various diseases, especially respiratory diseas-

In recent years, with the further understanding of the study of gut microbiota, it has been found that

es. More and more studies have shown that gut microbiota is inextricably linked to airway allergic diseases. Intestinal mi-
croflora microecology, flora bacteria and their metabolites can all participate in the process of airway allergic disease af-
fecting its occurrence and progression. However, it’ s so intricate for the composition of intestinal flora that the mecha-
nism of interaction between gut microbiota and allergic airway diseases has not been completely clarified so far. There-

fore, this review will make a summary of studies concentrated on the correlation between intestinal flora and airway al-

lergic diseases (asthma, allergic rhinitis), and then introduce a new conception, “Lung-gut axis

", which aims to provide

the basis for the pathogenesis and treatment of gut microbiota and airway allergic diseases.
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