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Abstract: Hepatocellular carcinoma (HCC) is a malignant tumor with high incidence and mortality rates worldwide. Recent
studies have shown that neutrophil extracellular traps (NETs) play an important role in the development, progression, and
immune escape of HCC. NETs are released by neutrophils and mainly consist of DNA, histones, and antimicrobial molecules,
and in addition to immune defense, they are also involved in the initiation, metastasis, and thrombosis of HCC. This article
elaborates on the formation and regulatory mechanisms of NETs, explores their potential mechanisms in the initiation,
metastasis, immune escape, and thrombosis of HCC, and discusses the prospect of NETs as a target for the diagnosis and
treatment of HCC, in order to provide new ideas for the precise treatment of HCC in the future and promote the early diagnosis

and effective treatment of HCC.
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Figure 1 Mechanism of neutrophil extracellular traps promoting metastasis in hepatocellular carcinoma
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