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[ABSTRACT] Objective: To investigate the possible association between Thr241Met polymorphism in the DNA repair gene X-
ray repair cross-complementing group 3 (XRCC3) with genetic susceptibility to glioma in a Chinese Han population living in
Shanghai and the surrounding provinces in east China. Methods: Genotyping by a TagMan assay was performed in 771 brain
glioma patients living in Shanghai and the surrounding provinces(Jiangsu, Zhejiang, Anhui,etc. )and in 752 control participants
matched in age and gender. The genotyping results of TagMan assay and the association between Thr241Met polymorphism in
the DNA repair gene XRCC3 with genetic susceptibility to glioma were statistically analyzed. Results: Genotypes of 1 468
subjects (760 with brain glioma and 708 were cancer-free control) were successfully performed by TagMan assay. with the
successful rate being 96. 4 %5. Statistical analysis result showed that gene(C/T) and genotype(C/C,T/C,T/T) frequencies of
XRCC3 were not significantly different between the glioma and cancer-free groups. Compared with the CC genotype, the variant
TC(P=0.909; adjusted by age and gender OR=0. 981; 95%CI=0. 701-1. 371) or TT(P=0. 642; adjusted by age and gender
OR=0.7; 95%CI=0.156-3.146) genotypes of XRCC3 Thr241Met were associated with a non-statistically significant increase
of glioma risk. Conclusion: The variant TC or TT genotypes of XRCC3 Thr241Met may not be risk factors for brain glioma in
Chinese Han population living in Shanghai and the surrounding provinces in east China.
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Tab 1 Comparison of general data of glioma and control group
Item Glioma[n (%) ] Control[n( %) ] P value
Age(years) 0.935
Children(<18) 85(11.0) 84(11.2)
Adults(> 18) 686(89.0) 668(88. 8)
Gender 0. 780
Male 462(60. 87) 463(61.57)
Female 297(39.13) 289(38.43)
Occupational IR exposure histories 0.047
No 556(96. 36) 521(98.30)
Yes 21C 3.64) 9C 1.70)
Smoking status 0. 321
Non-smokers 432(63.34) 490(65. 86)
Smokers 250(36.66) 254(31. 14)
Family history of cancer 0.010
No 526(80.06) 622(85.32)
Yes 131(19. 94) 107(14. 68)
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Tab 2 Genotypes and allele frequencies
of XRCC3 Thr241Met polymorphism

in glioma and control group

Gcr;(;tnyepc/ Glioma [2(%)]  Control[n(%)] X P value
c/C 677(89.1) 629(88.8) 0.227 0. 893
T/C 80(10.5) 75(10. 6)

T/T 3C 0.4) 4(C 0.6)
T/C+ T/T 83(10.9) 79(11. 2)
C 1 434(94. 3) 1333(94. 1) 0.056 0. 813
T 86C 5.7) 83C 5.9
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FFAS HE e R 1 &k A KUR: (P = 0. 839; OR =
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Tab 3 Association between XRCC3 Thr241Met polymorphism with risk of glioma

Genotype Glioma(n)  Control(n) P value;Crude OR(95%CI) P value ; Adjusted OR(95%CI) *
C/C 677 629 1.00;1. 00(reference) 1.00;1. 00(reference)
T/C 80 75 0.958;0.991(0. 71-1. 383) 0.909;0.981(0. 701-1. 371)
T/T 3 4 0.637;0.697(0.155-3.126) 0.642;0.7(0.156-3. 146)
T/C+T/T 83 79 0.885;0.976(0. 704-1. 353) 0.839;0.966(0. 696-1. 342)

* Adjusted for age and gender
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