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[Abstract] Insulin-like Growth Factor 2 mRNA Binding Protein 3 (IGF2BP3) ,also known as IMP3,is
a cancer embryonic antigen that is expressed during early embryonic development but is expressed at low lev-
els or absent in adults. Recent studies have shown that IGF2BP3 is abnormally expressed in various tumors,
particularly in hepatocellular carcinoma (HCC). It not only influences tumor biological behaviors such as pro-
liferation,invasion,and metastasis, but also plays a significant role in regulating ferroptosis, shaping the im-
mune microenvironment, and mediating chemotherapy resistance. Moreover, IGF2BP3 is closely associated
with the prognosis of HCC patients, providing new insights into the diagnosis and treatment of liver cancer.
However,the precise mechanisms of IGF2BP3 in HCC and its clinical significance remain to be fully elucida-
ted. This article summarizes the recent research progress on IGF2BP3 in the occurrence and development of
HCC,and systematically reviews its role in malignant progression,immune infiltration,and drug resistance in
liver cancer.
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