FEAEFE 108 2025FE10 A AR HwE %A  Drugs & Clinic Vol. 40 No. 10 October 2025  + 2677 +

MR AR R AR ERALEIR R R

EHRM, A g L2

L MR B—IRKESERE, Bl =M 730000

2. ZIMNRZSE—EERE MR HIR Z=M 730000

3. EMNRHEE—ERE RKBEX MR, Bl 220 730000

W OE: JURRAWTE IR T G R E R, (HK s m R A SR R A T . AR
PG BUR B Ve AL S A M R . 8 THIA R PURTEAY . PLEE AWM B0 Ve P LH B FL gk R,
BEN B HPURL LB AV s W . B RS T IR S

KHEIR: PURLZY); PR PURTEAMY: PUEWZAY); AWM (RS

hESES: RIS YRR : A NERS: 1674 - 5515(2025)10 - 2677 - 08

DOI: 10.7501/j.issn.1674-5515.2025.10.043

Research progress on mechanisms of anti-infective drugs causing drug-induced
liver injury
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Abstract: Anti-infective drugs play an important role in the clinical treatment of infectious diseases, but long-term or high-dose use of
such drugs is often accompanied by drug-induced liver injury. The mechanism of different types of anti-infective drugs causing liver
injury varies. This article summarizes the research progress on mechanism of antibiotics, antiviral drugs, and antifungal drugs in drug-
induced liver injury, aiming to provide reference for the diagnosis, prevention, and treatment of drug-induced liver injury in patients
with anti-infective drugs.
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