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[ Abstract ] TIgA nephropathy is the most common primary glomerular disease worldwide which is
recognized as a kind of immune-mediated inflammatory disease although its pathogenesis is not clear yet.
Helicobacter pylori ( Hp ) is a kind of microaerobic gram-negative bacterium colonized in human
gastrointestinal tract. Hp infection can cause acute or chronic immune inflammation. In recent years, it has
been found that there is a certain relationship between Hp infection and IgA nephropathy, and that Hp is
likely to be one of the potential pathogenic agents of IgA nephropathy, and related research has become a hot
spot of academia. Whether Hp infection is associated with the development and progression of IgA
nephropathy has become a hot spot of research. This review will discuss HP infection and pathological
mechanism of IgA nephropathy, synthesizing domestic and international results including our own.
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