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Exploring the causal relationship between intestinal flora and diabetes
nephropathy based on Mendel randomization

YU Longqing' ,LIU Fupeng® ,WAN Wenxin' ,ZHU Yuying' ,ZHANG Mei’
('School of Clinical Medicine ,* Department of Endocrinology , Genetics and Metabolism
Affiliated Hospital of Jining Medical University, Jining 272000, China)

Abstract . Objective To explore the causal relationship between intestinal flora and diabetes nephropathy by Men-
delian randomized analysis. Method Two samples of Mendelian randomization ( MR) were applied, and based on the
largest publicly available genome-wide association study ( GWAS) summary statistics, inverse variance weighted
(IVW) , weighted median (WM ) , MR Egger regression, Mendelian randomization pleiotropy residual sum and outlier
(MR-PRESSO) were used for bidirectional Mendelian randomization (MR) analysis of the two samples. Result In the
IVW method , phylum. Bacteroidetes (OR=1.43,95%CI.1.17~1.74) , class. Bacteroidia (OR=1.45,95%CI.1.21~
1. 74) ,order. Bacteroidales (OR=1.45,95%CI.1.21 ~1.74) , genus. Candidatus Soleaferrea ( OR=1.16,95% CI.
1.06~1.28) ,genus. Catenobacterium (OR=1.31,95%CI.1.20~1.4) ,genus. Lachnoclostridium ( OR=1.43,95%CI .
1.17~1.76) , and genus. Parasutterella (OR =1.27,95% CI:1.13 ~ 1.43) was positively associated with diabetic
nephropathy ,and no significant heterogeneity or pleiotropy was detected. Conclusion We found that seven intestinal
bacterial groups were related to the increased risk of diabetes nephropathy, which confirmed that intestinal microflora
played an important role in the pathogenesis of diabetes nephropathy. Our work also provides new potential indicators and
targets for the screening and prevention of DN.
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