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Role of mitochondrial dysfunction in primary liver cancer and related traditional Chinese medicine intervention
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Abstract: Primary liver cancer is a highly prevalent malignant tumor worldwide, with limited treatment options and individual
difference in treatment outcome, and therefore, there is an urgent need to explore new treatment strategies. Traditional Chinese
medicine (TCM) has unique advantages in the treatment of liver cancer, and “deficient Qi retention and stagnation” is one of the
important syndrome differentiation-based theories. Based on this theory, it is believed that the development and progression of liver
cancer are closely associated with Qi deficiency and Qi stagnation, and in particular, “deficient Qi retention and stagnation” can
lead to Qi-blood disharmony in the liver, thereby impairing liver function and metabolism. Recent years have shown that
mitochondria play a pivotal role in cellular energy metabolism, oxidative stress, and cell apoptosis, and abnormal mitochondrial
function is closely associated with the development and progression of liver cancer. With reference to the latest research advances in

the theory of “deficient Qi retention and stagnation” and mitochondrial function, this article discusses their association and role in
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primary liver cancer and summarizes the research advances in TCM treatment of primary liver cancer by regulating mitochondrial

function, in order to provide a reference for future clinical studies.
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Figure 1 The mechanism underlying the regulation of mitochondrial function by traditional Chinese medicine in the
intervention of primary liver cancer
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