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[ Abstract)

angiogenesis, which is involved in multiple processes of the formation and development of tumors. VEGE has

Vascular endothelial growth factor (VEGF) is an important regulatory factor of

various specific biological effects on vascular endothelial cells such as promoting angiogenesis and cell
migration, increasing vascular permeability and suppressing the activation of nuclear factor kB, etc.
Clinically, the primary hepatocellular carcinoma usually carries higher degree of malignancy and poorer
prognosis, and its biological behavior is closely related to the functions of VEGF. This paper aims to make a
review on the structure and function of VEGF, and its significance in the diagnosis and prognosis of liver

cancer is also discussed. (J Intervent Radiol, 2014, 23. 1018-1021)
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