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[ Abstract) Colorectal polyp is a protuberant lesion of the colorectal mucosa protrusion into the
intestinal cavity, which is a common and frequently occurring disease in China. In recent years, its incidence
has been on the rise. Colorectal polyp are highly correlated with the occurrence of colorectal cancer (CRC),
and CRC ranks high in the incidence of tumors.To explore the risk factors affecting the occurrence and devel-
opment of colorectal polyp has clinical guiding significance for reducing the incidence and malignant change
rate of colorectal polyp. This paper reviewed the occurrence and development of colorectal polyps from the

aspects of population characteristics, living habits, Helicobacter pylori infection, metabolic syndrome (MS),

components of MS and psychosocial factors.
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