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Research Progress in Influence of Intestinal Flora Imbalance on Diabetes Mellitus and Diabetic Nephropathy
WANG Qin,YANG Yibin. ( Zunyi Medical College , Zunyi 563000, China)

Abstract: Intestinal flora,which is an important part of the organism,has a great impact on human health. Changes in
the composition and metabolic activity of intestinal flora can lead to imbalance of intestinal flora,thus affecting the normal
development of human metabolic system. It has been confirmed that changes in the structure and diversity of intestinal flora
are associated with inflammatory bowel disease ,cardiovascular disease, cancer, obesity , chronic inflammation , dyslipidemia,
allergic diseases and so on. In addition, intestinal flora imbalance plays important roles in the pathogenesis and development
of diabetes and diabetic nephropathy. The imbalance of intestinal flora can lead to the accumulation of enterogenous uremic
toxin, high circulating levels of lipopolysaccharide,immune disorders and insulin resistance. Therefore, an in-depth under-
standing of the structure ,composition and action mechanism of the intestinal flora can provide a theoretical reference for the
prevention and treatment of diabetes and diabetic nephropathy.
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