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[ Abstract]

important part of it. Researches have indicated that intestinal microbiota imbalance exists in several chronic liver diseases,and

Intestinal microbiota is an indispensable new “functional organ” of the body. and intestinal microbiota is an

the modulation of intestinal microbiota is conducive to the rehabilitation of liver conditions. Drug-induced liver injury(DILDis a
common liver disease. Studies have demonstrated that alterations in intestinal microbiota are implicated in the occurrence and
development of DILI In this article, the effects of drugs on intestinal microbiota, the influence of the intestinal microbiota in
DILI, and the diagnosis and treatment strategies of DILI targeting intestinal microbiota are reviewed, which will provide
references for the treatment or prevention of DILL
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¥, Wi Faecalibacterium . Clostridium  sensu
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453 (4 25 W) AR B T LA 5 | 7 g 3 B AE 3R L
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W, Xia 20 % B APAP A BRAG/N R, H A
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