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[ Abstract
cancer (CRC).With the change of the diet and lifestyle, the incidence of CAP rise in recent years.Most of

Colorectal adenomatous polyps (CAPs) are recognized precancerous lesion of colorectal

CAP will develop following a adenoma—cancer process. To find and control the risk factors and protective
factors of CAP are the key to reduce the incidence of CRC.Research have shown that the occurrence of CAP
is related to many factors such as genetic, age, diet and the intestinal environment interaction.Therefore, it is
great significant for reducing the occurrence of CAP to research the risk factors of CAP deeply. In this paper,

we summarize some advances of the research in the related factors and mechanism of CAP,in order to reduce

- Rk -

the incidence of CRC.
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