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Resear ch progress on theinhibition of colorectal cancer by sweet potato
protein sporamin
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ABSTRACT: Colorectal cancer (CRC) is a malignance of the colon and rectal epithelium that usually occurs in
the presence of a variety of environmental carcinogens and genetic factors. The high-fat, high-energy, low-fiber
diet, the sedentary life style and obesity are the risk factors of CRC. Sporamin is a unique protein that is
contained in the tuberous roots of sweet potato and is a kind of trypsin inhibitor. It has been shown to be able to
inhibit the differentiation of preadipocyte and reduce the gene expression of vascular endothelial growth factor
and matrix metalloproteinases in CRC cell lines. In recent years, signaling molecules of the insulin-like growth
factor family (IGFs) and their role in the development of obesity and CRC have attracted much attention.
Obesity has been shown to be able to lead to the methylation of IGFBP gene and increase the secretion of IGF1

and IGF2, resulting in tumor promotion. On the contrary, calorie restriction, weight loss and physical activity
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have been reported to be able to reverse the adverse changes in IGFs signaling molecules and result in a tumor

suppression effect. In this review, the mechanism of action by which the sporamin protein inhibits the

development of CRC is analyzed, with an emphasis on the possible role played by the IGFs. As a result, new

research direction for the clarification of the mechanism of action by which the sporamin inhibits the

development of CRC is proposed.
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