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[ Abstract)

tus is becoming more clear. Intestinal microbiota can influence the development of type 2 diabetes mellitus

The link between gut microbiota in human and the development of type 2 diabetes melli-

through various mechanisms such as short chain fatty acids, bile acid metabolism, and inflammation.
Through their effect on intestinal L cells, metformin and a-glucosidase inhibitors can contribute to treatment
of diabetes by increasing the secretion of glucagon-like peptide( GLP) -1 ; traditional Chinese medicine rhein,
berberine and atractylodes can also treat type 2 diabetes mellitus by influencing the number of intestinal mi-

crobiota. The specific intestinal mechanism of oral hypoglycemic agents remains to be further studied and
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clarified.
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