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Abstract

Hepatocellular carcinoma (HCC) is the most com-
mon primary liver cancer and the third leading
cause of cancer death worldwide, with an inci-
dence increasing every year. HCC pathogenesis
is very complex. Its occurrence, development
and metastasis are closely related to multiple
mutations, cell signaling pathways and abnor-
mal angiogenesis. The main reason for the high
mortality rate of liver cancer is the difficulties in
early diagnosis, and most patients have had local
or distant metastasis when diagnosed. Moreover,
there is a lack of effective treatment, because the
pathogenesis of HCC is not yet fully clear. In re-
cent years, a large number of studies have found
that stromal tumor microenvironment plays an
important role in the occurrence, development
and metastasis of HCC. Tumor microenviron-
ment and tumor cells create a complex system
with interacting signaling pathways. In this re-
view, we will discuss the role of tumor microen-
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vironment in HCC in terms of HCC stromal cell
microenvironment, inflammatory microenviron-
ment and angiogenesis microenvironment.
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