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Intestinal flora in patients with IgA nephropathy: a case control study
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Abstract: Objective To characterize intestinal flora in IgA nephropathy (IgAN) patients and healthy control
(HC) subjects. Methods Patients with IgAN and healthy subjects who were admitted to Yueyang Hospital of Integrative
Traditional Chinese and Western Medicine and Longhua Hospital were enrolled and divided into two groups (n=10) ; an
IgAN group and an HC group. Species annotation and abundance analysis were performed by 16S rDNA sequencing based
on Illumina NovaSeq sequencing platform. The flora composition and structure of the two groups were compared. Results

The composition of intestinal flora was significantly different between the IgAN group and the HC group. At the level of
phylum classification, the relative abundance of Firmicutes significantly increased in the IgAN group compared with the

HC group, while the relative abundance of Bacteroidetes and Actinomycetes significantly decreased. On the level of genus

classification, the number of Megamonas in the IgAN group significantly increased compared with the HC group, while
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the number of Bifidobacterium significantly decreased. Conclusions The intestinal flora in IgAN patients present signifi-

cant changes compared with healthy subjects, which may be the underlying pathological mechanism of IgAN.
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