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Research progress on gastrointestinal intolerance of metformin

REN Ting-ting, SUO Li-xia
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Abstract: Metformin is a first-line drug for the treatment of type 2 diabetes, and the most common adverse drug reactions are
gastrointestinal reactions. The underlying mechanism is not yet clear, and there are few clinical intervention strategies. The relationship
between metformin and the intestinal tract is a hot topic of research. Recent evidence suggests that the mechanism of gastrointestinal
intolerance may be related to intestinal factors. This article mainly reviews the advancement of the recent studies about the relevance of
the intestinal tract and metformin intolerance, and treatment strategies will be summarized to provide references for clinical application

of metformin.
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