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Abstract

The relationship between tumor-associated
macrophages (TAMs) and tumors has become a
hot research topic in recent years. New evidence
suggests that macrophages play a dual role in
tumorigenesis and metastasis. Besides anti-
tumor effects, macrophages in the tumor mi-
croenvironment can facilitate angiogenesis and
extracellular matrix breakdown and remodeling
and promote tumor cell mobility. In this article
we summarize the role of TAMs in the growth
and metastasis of hepatocellular carcinoma in
terms of TAM recruitment, inflammation, angio-
genesis, and epithelial-mesenchymal transition
(EMT).
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