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[Abstract] Drug-induced liver injury (DILI) is a common adverse drug reaction in clinical practice, which can lead to acute
liver failure and even death in severe cases. In recent years, with the continuous introduction of new drugs and the expansion of their
usage, the incidence and mortality rates of DILI have shown an upward trend, posing significant challenges to public health and
clinical treatment. Macrophages, as a crucial component of the innate immune system, exhibit high plasticity and heterogeneity. They
can polarize into pro-inflammatory M1 type or anti-inflammatory M2 type in response to microenvironmental signals. Research has
demonstrated that macrophage polarization plays a central regulatory role in the occurrence and progression of DILI by influencing
various processes such as inflammatory responses, cell apoptosis, and tissue repair. This review focuses on elucidating the regulatory
mechanisms and roles of macrophage polarization in DILI, providing a theoretical framework for developing precise
immunotherapeutic strategies.
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Fig.2 Macrophage polarization and its characteristics
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Tab.l Mechanism of targeted regulation of macrophage polarization in the treatment of drug-induced liver injury (DILI)
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