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Research progress of amino acid metabolomics on drug-induced liver injury
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Abstract: Drug induced liver injury (DILI) refers to liver function damage caused by the action of drugs
themselves, drug interactions and drug metabolites, which can cause various clinical symptoms and signs.
DILI caused by various drugs (antibiotics, anti-tuberculosis, cardiovascular, gastrointestinal, antifungal,
antiepileptic, anti-tumor and some traditional Chinese medicine such as shou wu tablets, strychnion, etc.)
can lead to metabolic imbalance in human body. Metabolomics (MS) is a rapidly developing “omics” after
genomics, transcriptomics and proteomics. The severe injury of liver cells can cause the disorder and disorder
of amino acid metabolism, especially the change of the ratio of branched amino acids to aromatic amino
acids. This paper reviewed the research progress of amino acid metabolomics on DILI.
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