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Abstract

Epiregulin (EREG) is a ligand of the epidermal growth factor receptor (EGFR), a member of the EGF family. The EGF family
includes Epiregulin (EREG) and tumor growth factors- a (TGF-a), Epidermal Growth Factor (EGF), Heparin Binding EGF like
Growth Factor (HB-EGF) 3 There are a total of 8 members, including Betacellulin (BTC), AREG, Epigen (EPGN), and Neuregulin
(NRG). Epithelial regulatory factors play an important regulatory role in the occurrence, development, invasion, and migration of
tumors. In recent years, multiple research results have shown that the expression level of EREG may be related to the prognosis
and drug efficacy prediction of tumor patients. A deeper understanding of epidermal mediators can bring new breakthroughs and
progress to the research on overcoming cancer. This paper provides a review of the structure, function, and research on ERER in the
occurrence and development of various human tumors.
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