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[ Abstract ]

rate, low survival rate, and poor treatment effect. Pre —metastasis niche refers to the necessary changes in

The characteristics of hepatocellular carcinoma (HCC )is high incidence, high metastasis

distant organs to create a local microenvironment suitable for tumor cell colonization. Exosomes are extracellular
vesicles with multiple biological functions and play an important role in the formation of the pre —metastasis
niche. This article summarizes the effects of exosomes on the pre—metastasis niche, including mediating specific
organ metastasis in the pre —metastasis niche of HCC, increasing angiogenesis and vascular permeability,
promoting stromal cell activation and extracellular matrix remodeling, and inducing HCC immunosuppression
or immune surveillance, provide new basis for HCC targeted therapy, etc. It is pointed out that the use of
exosomes in the pre —metastasis niche of HCC to screen out biomarkers that can predict tumor metastasis,
prognosis and therapeutic effects has potential clinical significance for delaying the progression of HCC.
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