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The Correlation of CD40 Gene Polymorphisms with the Initiation and
Development of Lung Cancer in Yunnan Han Population
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[ Abstract ] Objective: To investigate the correlation of the single nucleotide polymorphisms ( SNPs)
(rs1883832 C >T and rs4810485 G >T) in CD40 gene with the occurrence and development of lung
cancer in a Yunnan Han population. Methods: A total of 155 lung cancer patients in pathological sta-
ges | + I, 316 lung cancer patients in pathological stages Ill + [V and 384 healthy individuals were
recruited in this study. The genotypes of 2 polymorphism loci (rs1883832 C > T and rs4810485 G >T)
of CD40 gene were analyzed by Taqman assay. The distribution frequencies of allele, genotype, and
haplotypes in lung cancer patients of pathological stages of T + I and Tl + IV, and normal control
were observed. Results: The allelic frequencies of G and T at locus rs4810485 in group Il + IV were
significantly different from those in control group (P =0.013) , suggesting G at the locus of the allele
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was the risk factor (OR =1.33,95% CI. 1.06 ~1.66). The analysis results of inheritance mode
showed that under Dominant mode (best fit mode ) , at locus rs1883832, there were significant differ-

ences of frequencies of genotypes CC and CT ~TT between [ + Il and control, and between Il + IV
and control group( P =0.011and 0.008). In regard of locus rs4810485, under Dominant mode, the
distribution frequncies of genotypes of GG and GT ~ TTde were significantly different between [ + Il
and control, and between Il + IV and control group (P =0.008 #10.001). Conclusions: At poly-
morphism locus rs4810485 of gene CD40, allele G (OR =1.33,95% CI; 1.06 ~1.66) and genotype
GG(OR=1.79,95%CI:1.17 ~2.74) might be the risk factors of occurrence of lung cancer. While at
locus rs1883832, genotype CC be the risk factor of lung cancer initiation( OR =1.73,95% CI ;1. 13 ~

2.63).

[ Key words ] genotype; lung neoplasm; correlation; Yunnan; CD40
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Tab.1 The allelic and genotypic frequencies in I + II, Il + IV and Control groups, and analysis
of different inheritance modles
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