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[Abstract] This article explores the role of mitochondrial functional homeostasis and immunogenic cell
death in the occurrence and development of liver injury, as well as the hepatoprotective effects of traditional
Chinese medicine (TCM) targeting the mitochondrial homeostasis—immunogenic cell death network. Factors such
as oxidative stress, energy metabolism disorders, mitochondrial membrane potential disturbances, and mitochondrial
DNA damage can lead to an imbalance in mitochondrial functional homeostasis, which in turn mediates inflam—
matory injury of hepatocytes through various signaling pathways, ultimately resulting in immunogenic cell death.
This indicates that mitochondrial functional homeostasis plays an important role in cellular immunogenic cell
death. Natural medicines can exert hepatoprotective effects by targeting mitochondrial membrane potential,
inhibiting mitochondrial respiratory chain complexes, interfering with mitochondrial metabolism, regulating
mitochondrial reactive oxygen species (ROS) levels, and influencing mitophagy processes. Therefore, studying the
relationship among mitochondrial functional homeostasis, immunogenic cell death, and liver injury, as well as
the interventional effects of natural medicines, is of great value for gaining a deeper understanding of novel
pathogenic mechanisms of liver injury and for developing new therapeutic strategies.
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