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Association of interleukin-27 gene polymorphism with genetic susceptibility to colorectal cancer”

Guo Junyu' ,Qin Angiang' ,Li Rukun®,Yang Changmou', Huang Fuda', Huang Zhanyi' ,Guo Houji'
(1. Department o f Coloproctology ;2. De partmnet of Med Lab Af filiated Hospital of Youjiang Medical
College for Nationalities ,Baise ,Guangxi 533000, China)
Abstract: Objective To investigate the single nucleotide polymorphisms (SNPs) and its haplotypes of interleukin-27 (1L-27)
gene are associated with susceptibility to colorectal cancer (CRC) in a Chinese population. Methods We analyzed two single nucle-
otide polymorphisms of 1.-27 gene promoter — 964 A/G and 2905 T/G in 170 patients with CRC and 160 age and sex matched con-
trols in a Chinese population, using a polymerase chain reaction-restriction {ragment length polymorphism (PCR-RFLP) strategy.
Frequency of haplotypes and linkage disequilibrium of 11.-27 gene in different groups were analyzed by SHEsis programs. Results
The distributions of 11.-27 gene 2905 T/G polymorphism was not different between CRC and control group,but the 1L.-27 gene —
964 A/G polymorphism was significantly different(P<C0. 05). The relative risk suffered from CRC of G allele was 1. 640 times of
the A allele carriers (OR=1.640,95%CI:1.194~2. 251). Consistent with the results of the genotyping analyses,IL-27 —964 A/G
and 2905 T/G polymorphisms showed strong linkage disequilibrium( |D'| = 0. 937) ,frequency of the —964 G /2905 G haplotype in
patients with CRC was significant higher than that in controls(P<C0. 05). The —964 G /2905 G haplotype was associated with a
significantly increased risk of CRC (OR=2.100,95%CI:1.176~3. 749). Conclusion 11.-27 gene —964 A/G polymorphism and its
—964 G /2905 G haplotype are associate with CRC,—964 G allele is an important genetic susceptibility gene for CRC.
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