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Progress on chronic drug-induced liver injury
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Abstract: The incidence of drug-induced liver injury (DILI) has increased year by year. Currently, there
are still no specific clinical manifestations and monitoring indicators. In severe cases, patients may develop
into acute liver failure. A number of patients may develop into chronic DILI with persistent serological

abnormalities. The prediction indexes and risk factors related to chronic DILI were reviewed in order to
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support the clinical diagnosis and treatment of DILI.
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