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[ Abstract ] Background and objective It has been proven that close relation was existed between XPD polymor-
phism G312A and lung cancer risk. However, some of the results are not consistent. The aim of this study is to explore the
impact of DNA repair gene XPD polymorphism G312A on lung cancer risk. Methods The literatures eligible from PUBMED,
EMBASE, CNKI and WANGFANG database were enrolled in the meta-analysis. Heterogeneity among combined studies was
assessed. The pooled OR and 95%CI were calculated. The sensitivity analysis and the publication bias were evaluated by Rev-
Man 5.0 and STATA 11.0. Results There were 6 554 cases and 8 322 controls from 18 studies included in the meta-analysis. In
total, individuals with 312A allele and 312AA genotype showed increased lung cancer risk (A vs G: OR=1.06, 95%CI: 1.00-1.12;
AA vs AG+GG: OR=1.20, 95%CI: 1.06-1.36; AA vs GG: OR=1.19, 95%CI: 1.04-1.36). In Asians, individuals with 312AA
genotype showed 6.15 fold and 6.20 fold increased lung cancer risk in recessive genetic model and homogenous contrast re-
spectively (AA vs AG+GG: OR=7.15,95%CI: 1.90-26.94; AA vs GG: OR=7.20, 95%CI: 1.91-27.15). In Caucasians, individu-
als with 312AA genotype showed a 15% increased lung cancer risk (OR=1.15, 95%CI: 1.01-1.31). Conclusion XPD 312A
allele is risk allele for lung cancer. Individuals with AA genotype have higher risk of lung cancer, especially in Asians.
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Tab 1 Characteristics of studies included in the meta-analysis (Italic type indicates the distribution of the genotypes in controls of the study is not in HWE. MAF: minor allele frequency)
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Tab 2 Distribution of G312A polymorphism genotype among cases and controls in the meta-analysis (Italic type indicates the distribution of the

genotypes in controls of the study is not in HWE)

First author (year) Ethnicity Lung caner (n) Control (n)

GG AG AA GG AG AA
Butkiewicz (2001)"" Caucasian 43 35 18 29 48 17
Chang (2008)>* African American 186 58 3 212 60 5
Chang (2008)™" Latinos 60 40 8 192 93 12
De Ruyck (2007)""® Caucasian 44 53 13 49 46 14
Hou (2002)” Caucasian 68 94 22 66 72 24
Hu (2006)"™ Asian 850 116 4 874 111 1
Kong FJ (2006) Asian 101 17 2 106 14 0
Liang (2003)™™" Asian 870 125 11 889 130 1
Lopez-Cima (2007)" Caucasian 240 221 55 260 230 43
Matullo (2006)*” Caucasian 49 48 19 418 506 170
Misra (2003)"? Caucasian 143 127 43 125 147 40
Popanda (2004)" Caucasian 182 211 70 192 196 72
Raaschou (2008)*” Caucasian 177 188 59 329 351 107
Shen (2005)" Asian 109 9 0 929 14 0
Spitz (2001)™ mixed 102 72 21 135 104 18
Yin (2008)"" Asian 200 1 0 170 0 1
Zhou (2002)*" Caucasian 463 479 150 543 572 125
Zienolddiny (2006)™" Caucasian 119 102 54 120 121 49
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Begg's funnel plot with pseudo 95% confidence limits
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Fig 3 Begg’ s funnel plot for A vs G allele comparison in XPD G312A for
publication bias
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