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Abstract ; Colorectal cancer(CRC) is one of the most common digestive system malignancies,and the
etiological factors and pathogenetic mechanisms underlying CRC development appear to be com-
plex and heterogeneous. Since Morson first proposed “the adenoma-carcinoma sequence” in 1974,
the pathogenesis of CRC has been extensively studied with the rapid advancement of the molecular
biological techniques. The development of CRC is recognized as a multi-factorial ,multi-stage pro-
cess with intense crosstalk of both genetic and environmental risk factors,and has distinct molecu-
lar characteristics,such as activation of oncogenes, loss-of-function of tumor suppressor genes,and
genomic instability. In this review,the most up-to-date progresses in the study of molecular patho-
genesis of CRC are discussed.
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Table 1 Single nucleotide sites related to hereditary predisposition of colorectal cancer

Primary screening Multi-duplicated

Author (year) samples camples SNPs Loci Gene OR(95%CI)
Zanke et al. /(2007) 1257/1336 6223/6443  1s10505477 8q24.2 1.17 (1.12~1.23)
Tomlinson et al. */(2007) 930/960 7334/5246  1s6983267  8q24.2 1.21 (1.15~1.27)
Broderick et al. ' (2007) 940/965 7473/5984  1s4939827  18q21.1 SMAD7 0.85 (0.81~0.89)
rs12953717 18q21.1 SMAD7 1.17 (1.12~1.22)
rs4464148  18q21.1 SMAD7 1.15 (1.09~1.21)
Tomlinson et al. 2 (2008) 3813/3836  15018/14704 1516892766 8q23 1.25 (1.19~1.32)
rs10795668 10pl4 0.89 (0.83~0.91)
Tenesa et al. »' (2008) 3069/3123 14500/13294  1s4939827  18q21.1 SMAD7 1.20 (1.16~1.24)
rs7014346  8q24.2 1.19 (1.15~1.23)
rs12953717 18q21.1 1.18 (1.12~1.23)
rs3802842  11q23.1 Cllorf93 1.11 (1.08~1.15)
rs11213809 11q23.1 Cllorf53 1.11 (1.07~1.16)
Houlston et al. ' (2008) 6780/6843 13406/14012 15961253 20p12 1.12 (1.08~1.16)
rs355527 20p12 1.12 (1.08~1.17)
rs4444235 14922 1.11 (1.08~1.15)
rs10411210 19q13.1 RHPN2 0.87 (0.83~0.91)
1s9929218  16¢22 CDHI1 0.91 (0.89~0.94)
151862748  16¢22 CNH1 0.91 (0.88~0.94)
rs7259371  19q13.1 RHPN2 0.89 (0.85~0.93)
Houlston et al. ®!(2010) 3334/4628  18095/20197  1s66901170 1qg41 1.06 (1.03~1.09)
rs11169552 12q13.1 0.92 (0.90~0.95)
rs4925386  20q13.3 LAMAS 0.93 (0.91~0.95)
rs6687758  1q41 1.09 (1.06~1.12)
rs10936599 3q26.2  MYNN 0.93 (0.91~0.96)
rs713602 12q13.1 1.06 (1.04~1.08)
Cui et al. *1(2011) 1583/1898 4809/2973 157758229  6q25.3  SLC22A3 1.28 (1.18~1.39)
rs6983267  8q24.2 1.18 (1.11~1.25)
rs7837328  8q24.2 1.17 (1.10~1.24)
Peters et al. @ (2012) 2906/3416 8161/9101  1s4779584  15q13.3 1.18 (1.11~1.24)
rs4939827  18q21.1 SMAD7 0.88 (0.85~0.93)
rs16892766 8q23.3 1.24 (1.14~1.34)
rs3802842  11¢23.1 Cllorf93 1.14 (1.08~1.20)
Dunlop et al.”®’ (2012) 8682/9649  21096/19555  rs1321311  6p21 1.10 (1.07~1.13)
rs3824999  11q13.4 POLD3 1.08 (1.05~1.10)
rs5934683  Xp22.2 SHROOM2  1.07 (1.04~1.10)
Fernandez-Rozadilla et al. ®(2013) 881/667 1481/1850 1512080929 1p33 0.73 (0.62~0.86)
rs11987193  8pl2 0.69 (0.59~0.82)
Jia et al. *° (2013) 2098/5749 5358/5922  rs647161 5q31.1 1.17 (1.11~1.22)
rs2423279  20p12.3 1.14 (1.08~1.19)
510774214 12p13.32 1.17 (1.11~1.23)
rs1665650  10q26.12 1.13 (1.08~1.19)
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