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Abstract

AIM: To evaluate the association between single
nucleotide polymorphisms of the X-ray repair
cross-complementing group 3 (XRCC3) gene
and colorectal cancer susceptibility.

METHODS: By searching EMBSE (1974-2010.11),
Pubmed (1966-2010.11), CNKI (1994-2010.11)
and CBM (1978-2010.11), We collected studies
evaluating the association between XRCC3 gene
polymorphisms and colorectal cancer suscep-
tibility. The effect size was odds ratios (OR) of
variant allele of XRCC3Thr241Met in the case
and control groups. Random or fixed effect
model was selected according to the results of
heterogeneity test. The OR and publication bias
were calculated using Review Manager 5.0 and
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STATA11.0 software.

RESULTS: Nine case-control studies involving
3294 cases and 3 947 controls were included. In
the Met/Met versus Thr/Thr group, the odds
ratio was 1.30 (95%CI: 0.86-1.98, P = 0.22). For
the dominant genetic model, the OR in the Met/
Met+Met/Thr versus Thr/Thr group was 1.05
(95%ClI: 0.67-1.66 P = 0.83). For the recessive ge-
netic model, the OR in the Met/Met versus Thr/
Thr+Thr/Met group was 1.45 (95%CI: 0.94-2.25,
P =0.09).

CONCLUSION: There was no close association
between XRCC3 Thr241 Met single nucleotide
polymorphisms and colorectal cancer suscepti-
bility.
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FHREEET S mprota 2008 26 66 8 75 110 5.44[2.25 13.18] —
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% % Awmk5ap  Tranah 2004 119 450 179 621 19.7  0.891[0.68, 1.17]
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Heterogeneity: Tau’ = 0.21; Chi’ = 27.65, df = 8 (P = 0.0005); I> = 71%
Test for overall effect: 7= 1.23 (P = 0.22)

B 1 UBLERAEFMet/Met) ISR, XRCC3 Thr241MetB75it S5 E IR S RRIE X REVRME (Met/Met 15 Thr/Thr).
Study or Colorectal cancer  Control Weight Odds Ratio Odds Ratio

Subgroup Events Total  Events Total (%) M-H,Random,95%Cl M-H, Random, 95%Cl
Improta 2008 69 109 54 121 11.3 2.14[1.26, 3.63] -

Jin 2005 16 140 12 280 96 2.88[1.32 6.27] 1

Krupa 2004 50 51 89 100 35 6.18[0.77, 49.28] 2

Moreno 2006 221 361 205 316 12.6 0.851[0.62, 1.17] -

Skjelbred 2006 261 399 93 157 12.2 1.30[0.89, 1.90] -

Stern 2005 362 737 607 787 12.9 0.2910.23, 0.36] h

Tranah 2004 504 835 719 1161 13.1 0.94[0.78, 1.12] :7

Wang 2010 89 302 94 291 124 0.88[0.62, 1.24]

Yeh 2005 61 721 76 734 124  0.80[0.56, 1.14]

Total (95%Cl) 3655 3947 100.0 1.05[0.67, 1.66] ‘ ‘
Total events 1633 1949 0.01 010 1.00 1000 100.00

Heterogeneity: Tau® = 0.41; Chi® = 119.31, df = 8 (P<0.0001); I> = 93%
Test for overall effect: 27 = 0.22 (P = 0.83)
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B 2 FMHEINTXRCCS Thr24MetZiSit S5 E IR SRR X ATVFRME Met/Met+Met/Thr vs Thr/Thr).

Favours control

Study or Colorectal cancer  Control Weight Odds Ratio Odds Ratio
Subgroup Events Total  Events Total (%) M-H,Random,95%Cl M-H, Random, 95%Cl
Improta 2008 26 109 8 121 10.9  4.42[1.91,10.27] —
Jin 2005 1 140 1 280 2.2 2.01[0.12, 32.33]
 m
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I
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Yeh 2005 1721 2 734 2.8 0.51(0.05, 5.62] 2 2
Total (95%Cl) 3655 3947 100.0 1.451[0.94, 2.25] ‘ ‘ ‘ ‘
Total events 368 1949 0.01 0.0 1.00 10.00 100.00

Heterogeneity: Tau® = 0.27; Chi® = 37.13, df = 8 (P<0.0001); I’ = 78%
Test for overall effect: 27 = 1.69 (P = 0.09)
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