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[Abstract] Colorectal cancer is a global public health issue which possesses serious challenge.
The incidence of colorectal cancer in developed countries and regions stands in the forefront
worldwide, and has been rising sharply in some of the developing countries. It is unanimously
recognized that the occurrence of colorectal cancer is closely related to environmental factors as diet
and lifestyle, genetic factors, and gene-environment interactions of the people. Since there have been
many studies on the influencing factors of colorectal cancer, the current review aims at providing
evidence on colorectal cancer prevention by evaluating the relationships between the influencing
factors and colorectal cancer, based on the published literatures. Environmental risk factors revealed
by previous epidemiological studies facilitate the population-based prevention programs against
colorectal cancer. The developments of sequencing and omics technologies provide more chances to
illustrate the genetic susceptibility of colorectal cancer. With both, we are able to construct more
accurate risk prediction models and subsequently developing personalized intervention plans to
achieve the ultimate goal of reducing the burden of colorectal cancer.
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MAHp2E b ia R LT AR B 590 1 6 R 2 5 GWAS AL
MIERRRZ —. PEPPAh , 25 B AL 2 12% ~ 35%',
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W 5 BRI 8 (435 29 4 SNP) FEATAF 41 & 7, 4 FHL 1q41
(rs12759486) . 19q13.1(rs7252505 ) 55 4% W98 s AU v 15
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WAL (SHMT1 C1420T £ AP Bt A Gt 16983267
(8q24) FB EIVEAMRME . FFFEHT XA AR St B R
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