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[ Abstract ]

and its pathogenesis is not yet clear, with many causes. It is generally believed that the formation of tumor is

Hepatocellular carcinoma is one of the most common and malignant tumors worldwide,

the interaction between seeds and soil. In hepatocellular carcinoma, the seeded liver tumor cells are
constantly stimulated under the soil of tumor microenvironment, and eventually form hepatocellular carcinoma.
During this formation process, mediators such as microvesicles within liver tumor cells participate in the
transmission of information and substances between cells, promote epithelial mesenchymal transition (EMT),
and promote tumor invasion and metastasis. This article reviews the close relationship between microvesicles
and tumor microenvironment, which provides new ideas for the treatment of hepatocellular carcinoma.
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