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Abstract

Chronic liver injury is a widespread liver disease worldwide, with a complex pathogenesis involving multiple cellular signaling
pathways and biochemical processes, posing challenges for clinical treatment.Chronic liver injury is related to multiple factors
and has a complex pathological mechanism.In the occurrence and development of chronic liver injury, N6-methyladenosine and
ferroptosis play key roles. N6-methyladenosine has a profound impact on the physiological functions of hepatocytes by affecting the
RNA transcription and translation processes, while ferroptosis is a novel type of cell death involving the interaction between iron
ions and lipid peroxidation.Experimental data indicate that N6-methyladenosine not only participates in regulating the injury and
regeneration processes of liver cells but also in the ferroptosis process, providing a new perspective for understanding the pathological
mechanism of chronic liver injury. In-depth exploration of the interrelationship between ferroptosis and N6-methyladenosine can
offer new ideas and targets for the treatment of chronic liver injury.
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