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Abstract: Nonsteroidal anti-inflammatory drug (NSAID) can induce small intestinal injury, known as NSAID-induced
enteropathy. The pathogenesis of NSAID-induced enteropathy remains incompletely understood; however, studies have
demonstrated that the gut microbiota plays a crucial role in the development and progression of NSAID-induced
enteropathy. The interaction of gut microbiota and its metabolites with NSAIDs disrupts the integrity of the intestinal

mucosal barrier, leading to NSAID-induced enteropathy. This paper reviews the research progress of the role of gut

microbiota in NSAID-induced enteropathy and the therapeutic strategies.
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