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Abstract: Tumor immune microenvironment is a local external tumor environment composed of tumor immune cells and the
cytokines secreted by these cells, and it plays a regulatory role in the development and progression of tumors. In the treatment of
hepatocellular carcinoma, amino acid metabolism and its reprogramming of proliferating cell metabolism have attracted more and more
attention, showing potential in regulating the tumor immune microenvironment. Although amino acid metabolic reprogramming is
regarded as a novel approach for tumor therapy, its specific mechanism remains unclear in the regulation of tumor immunity in
hepatocellular carcinoma. This article discusses the mechanism of action of amino acid metabolism in the tumor immune
microenvironment of hepatocellular carcinoma and its application prospect in clinical practice, in order to provide new ideas for

immunotherapy for liver cancer.
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Figure 1 Effects of reprogramming amino acid metabolism on the immune microenvironment in hepatocellular carcinoma
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