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Abstract.IgA nephropathy (IgAN) is the most common primary glomerular disease worldwide and a common cause of end —
stage renal disease. At present, it is difficult to explain the etiology and pathogenesis. With the deepening of research, many
scholars have found that intestinal flora dysbiosis and mucosal immune response are closely related to the occurrence and develop-
ment of this disease. The clinical progression of IgA nephropathy caused and exacerbated by respiratory infections cannot be ig-
nored. This article attempted to summarize and analyze the relationship among lung, intestines and IgAN based on the classic tra-
ditional Chinese medicine theory of “interior — exterior relationship between lung and large intestine” combined with modern med-
ical research,in order to consider the possible prevention and treatment mechanisms of drugs applied to IgAN based on the theory
of “interior — exterior relationship between lung and large intestine” and provide new directions for the clinical treatment and re-
search of IgAN.
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