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Association of rs10815225 polymorphism in the promoter region of programmed cell
death ligand 1 gene with colorectal cancer
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Abstract:Objective To investigate the relationship between rs10815225 polymorphism in the promoter
The rs10815225 poly-

morphism was analyzed in 215 colorectal cancer patients and 236 healthy people by direct sequencing,and the

region of programmed cell death ligand 1 (PD-LL1) gene and colorectal cancer. Methods
expression of PD-LL1 mRNA in 65 colorectal cancer tissues was detected by quantitative PCR. Results Com-
pared with GG genotype,CG genotype significantly reduced the risk of colorectal cancer (OR =0. 48,95%CI
0.28—0.83,P=0.01). The results of double luciferase reporter gene showed that the luciferase activity of
rs10815225¢ was significantly lower than that of rs10815225g (P <C0. 05). The results of genotype phenotype
showed that the expression of PD-LL1 mRNA in colorectal cancer patients with rs10815225cg genotype was
significantly lower than that in patients with GG genotype (P <C0. 05). Conclusion The rs10815225CG geno-
type in the promoter region of PD-1.1 gene may reduce the risk of colorectal cancer in Chinese Han population

by reducing gene transcription activity and PD-LL1 mRNA expression.
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