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Abstract

Amphiregulin (AREG) is involved in the process of physiological development and tumor pathological evolution,

especially plays an important regulatory role on tumor cells proliferation, apoptosis, migration and invasion. An

increasing number of studies showed that the expression of AREG is associated with the prognosis of cancer

patients and drug curative effect prediction. In this paper, we reviewed the structure, function and the various roles

of AREG and in tumorigenesis.
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