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Abstract Diabetes mellitus typel (TIDM) is an autoimmune disease and prone to adolescents caused by B cells in
pancreas islet being directionally disrupted. [Its pathogenesis may have been related to genetic, environmental, im-
mune, and other factors. It was found recently thal intestinal flora may participate in the process of TIDM as an envi-
ronmental factor. There is a dysbacteriosis in the intestinal tract of TIDM patients and animal models. Intestinal flora
can affect the progression of TIDM by regulating intestinal permeability, innate immunity, and adaptive immunity.
This article reviewed recent advances in the research on the relationship between intestinal flora and pathogenesis of
T1DM, in order to provide new ideas for the prevention and treatment of T1DM.
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