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TS BMERX R, Hi% 7E MEDLINE EMBASE 1 OVID %3 e b i R SRR, o8 2 SR B & B ARG HERY LA
XRCC1 #H5F 194,280,399 L3545 5517 MRS 5 B0 P 2 0 R B3 BRBRF SXSCHR, B Stata ZEiH4R14 44T
Meta 7347 , LLAELLL (ORs) R B 95% B {5 X 8] (95% CI) ¥4y S BR35 BE ; I SPSS #4407 AR 5 AT 5 BB %

7, ORFI MR E, B8  XRCCI 399 Gln/Gln F1 XRCC1 280 Arg/His 5 3 51 B 988 10 %055 AL 5 2
(Gln/Gln vs Arg/Arg:OR =1.27,95% CI =1.02 ~ 1. 59 ; Arg/His vs Arg/Arg:OR =1.66,95% CI =1. 09 ~2.52) ,
REAET AR AR Cln/Gln B B 38 hn T 7 51 B2 988 0 %% KR (OR =1.52,95% €T =1.18 ~1.96) ;

Argl94Trp SRTF BB O A08 U TC B 36k . TR R BTSUARB I FER R % (3 =13.974, P =0.000, OR =
1.22) , & XRCCI 399 Gln/Gln i1 280 Arg/His BT fE-5 B BRI £ 55 BMEAR 32 .
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XRCC1 Argl94Trp, Arg280His, Arg399Gln polymorphisms and prostate cancer risk: a Meta-analysis LIU
Fei,ZHANG Hai-feng ,JIAO Wei,et al. Research Center of Medical Science, the People’s Hospital of Guangxi Zhuang
Autonmous Region, Nanning 530021, China

[ Abstract] Objective
(XRCC1) single nucleotide polymorphisms (SNPs) and genetic susceptibility to prostate cancer (Pca) risk. Meth-
ods We searched on MEDLINE, EMBASE and OVID, collected and abstracted the case-control studies about
XRCC1 codon 194, 280, 399 polymorphisms and genetic susceptibility of Pca; did Meta-analysis by Stata, Odds rati-
os (ORs) and 95% confidence interval (95% CI) were calculated to evaluate correlation strength; the relation be-

To evaluation the relationship between X-ray repair cross-complementing group 1

tween smoking and Pca was analyzed by SPSS, OR evaluated relative risk of smoking. Results XRCC1 399 Gln/Gln
and XRCC1 280 Arg/His were related with risk for Pca (GIn/Gln vs Arg/Arg: OR=1.27,95% CI=1.02 ~1.59;
Arg/His vs Arg/Arg:OR =1.66, 95% CI =1.09 ~2.52) , especially Asian Gln/Gln obviously increased risk for Pca
( OR=1.52 , 95%CI=1.18 ~1.96) ; Argl94Trp was not related with risk for Pca. Smoking was a risk factor of Pca
(x* =13.974, P=0.000, OR =1.22). Conclusion XRCC1 399 Gln/Gln and XRCC1 280 Arg/His were probably

related with genetic susceptibility to Pca.
[ Key words] Prostate cancer;

ta-analysis
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1.1 ERFEE LL“prostate cancer” . “XRCC1”,
“DNA repair gene polymorphism” & R IFKER T
MEDLINE . EMBASE % OVID %3 Pk 5% 1 Sc ik, 2
S Y 1979-01-01, 2288 1k Bt 1] 2012-12-31,
TFEFMRE . S1IA XRCCl AEHFRELESESH
FURIE AR B 5T , 3% 3RA8 I SCHIR 9 &5 SOk
HATY KK R 2 2 P4 R SL R R SCIR R 32 X
B

1.2 HASHERE

L2.1 PHARE (DPANREEZHRITINES

X-ray repair cross-complementing group 1;

Genetic polymorphisms; Me-

DNA & & # A XRCC1 Argl94Trp #1( 8% ) Arg280His
F(ER) Arg399Gln B FRZ 44 7 9 2 I 1
HRRFFESCHR; (2) B 533 FRA R B 43 70 , 3K
B LR G IR (3) A ORRHL 95% CI,

1.2.2 HBrir#E (1) BXERA; Q) EERE;
(3) fRRAFER T B IIR .

1.3 PERHRE REARQEE—MEE LR E
TR FT AR o B 4 F X B 20 1 2 B 0 B 40 D
AR, B EEERRRE MRS, HREs
inZ& A (Caucasian) | W ¥ A\ ( Asian) FI 2 A ( Afri-
can) 533, SR SCH AR IEHE UL & R R, W3
HFIRAFPiE” (mixed race) o

1.4 ZGoit2hs: (1) LLORF 95% CI 1k XRCCL
BRERESHESHIIRBXRNUERR. XT
XRCC1 Arg399Gln, 25 %A Gln/Gln 8} Arg/Gln vs B
AR Arg/ Arg, (Gln/Gln + Gln/Arg) vs Arg/Arg,Gln/
Gln vs (Arg/Gln + Arg/Arg) ,Arg280His Al Argl94Trp
5 Arg399GIn AR B, R ¥ A [F R R FH AT L H 217
(2) REMARR A Q it ERAN . Q KB
&X' LA P >0.05 fEA TR R G RE, B
B 58 B R AL 2 ( Mantel-Haenszel 35 ) , 75 U A FEAL X
R 45 B ( DerSimonian-Laird 3£ )., ¥ F Begg's #
Egger's %3t & R HATRAK , FAHIE 1 x°
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0 3 b7 X BR 40 A9 B R B 4 A5 R B & Hardy-
Weinberg SFAF &R, E KU P <0.05 AEREL
B, (3) KA Statal2. 0 24T G0t 504
(Stata Corporation, College Station, Texas,USA) , FfE
P {E R FEXUMAELS . (4) A8 SPSS13. 0(SPSS Inc. ,
Chicago, IL, USA) BB M SL AR A LA ° BB T
B 1 A R AR B Y SCRRE AT e it 4 A, P < 0.05
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2.1 BIRNEREABEN ZRR, KRR AN
ASHERIRYE, 6 15 B XMAE A AP,
Hb 1 &3CER XRCCI 399 2[R 228 H I BIE ¥ &
R BUEE—1EH Zhang J B RHEE . ¥
FRIEARIEAT A ST . KR TR KR 5 75 B SOk
A0 2T 2 i ) 28 5 o HE A o 43 o
I E SRR AEE .

2.2 Meta 4347 7E Arg399Ghn Bk 447, L&
15 %5 3CHR, 45 4 414 BRI BIFI 4 238 B3 IR, A
a4 F Gln/Gln T £85I 5 Bl 14 B 3k R &Y
(Gln/Gln vs Arg/Arg. OR =1.27,95% CI =1.02 ~

1.59; GIn/Gln vs Arg/Gln + Arg/Arg: OR = 1.32,
95%CI=1.09 ~1.60) , AT+, EWAR
Gln/Gln B @34/ T 875 B9 19 & 5% KUK ( Gln/Gln

vs Arg/Arg:OR =1.52,95% CI =1.18 ~ 1. 96;Gln vs
Arg/Cln + Arg/Arg: OR = 1.55,95% CI = 1.24 ~
1.93) ;TR IR AR Arg399CIn ZE £ S5
BB ERNR R AR, &1, E 1.2, &
Arg280His ST, 54 5 25 3CHE, Arg280His 49
#1893 BURRHIFI 2 120 B IR, RAFBIGE F Arg/
His W] 6B A H15 B985 )R 2 [ AU (Arg/His vs Arg/
Arg:0R =1.66,95% CI =1.09 ~2. 52; Arg/His vs Arg/
His + Arg/Arg: OR =1.73,95% CI =1.09 ~2.75) .
K3, MiRAERLE T His/His 5817 R M 2R
RS ToAE, BME 5 Arg/His BLA, &R KNG B B
FF&( Arg/His + His/His vs Arg/Arg: OR = 1. 66,95%
CI=1.09~2.52), W#E 2, 7£ Argl94Trp 1,374 8
SR, EL3E 2 800 e 4 F0 2 607 BIXTRR, B i 4
FrAE AR T H TR ENERERN LSS
BUBU BRI B RN A KBk . 3 3,
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%1 XRCCl Arg399Gln % A ¥ 5 W7 BB A X M T B 47

PR ( SCRRE) BIF) BRI Meta A8 4R
XER BB (15) ORO5%CT)  Povalue Phmgmeiy
Gln/Gln vs Arg/Arg 1.27(1.02~1.59) 0.034 0.014
Arg/Gln vs Arg/Arg 0.95(0.83~1.09) 0.456 0.047

Gln/Gln + Arg/Gln vs Arg/Arg 1. 03(0.90~1.18) 0.633 0.025
Gln/Gln vs Arg/Gln + Arg/Arg  1.32(1.09 ~1.60)  0.005 0.028
PR TWPA(T)

Glw/Gln vs Arg/Arg 1.52(1. 18 ~1.96) 0.001 0.677
Arg/Gln vs Arg/ Arg 0.%4(0.72~1.23) 0.649  0.047
Gln/Gln + Arg/Gln vs Arg/Arg 1.09(0.93 ~1.29) 0.281 0.150
Gln/Gln vs Arg/Gln + Arg/Arg  1.55(1.24~1.93)  0.000 0.737
BIIRAS)

Gln/Gln vs Arg/Arg 1.14(0.85~1.53) 0.389 0.034
Arg/Gln vs Arg/Arg 0.95(0.85~1.07) 0.406 0. 146
Gln/Gln + Arg/Gln vs Arg/Arg 0.98(0.88~1.09) 0.687  0.057
Gln/Gln vs Arg/Gln + Arg/Arg  1.08(0.92~1.26) 0.355 0.065

L EBAQCE) CRED , AR MT, & 3B 8 AR Meta 43
e

Study Y
D e OROTRCD | Weign
Mittal RD : 142(0.86.2.35) 8.56
Berhane N L96 ( 1L.04.3.70) 6.79
Mandal RK 131(0.76.227) 7.88
Hamano T 085(0.37.1.98) 476
XuZ 198 (0.85.4.63) 471
Himta H 148 (0.63.3.48) 4.67
Ritchey JD 220(1.00,334) 520
Kuaste H 123 (0.71.2.14) 7.80
GaoR 1.89(0.90.3.99) 5.57
Dhiilon VS 0.83(0.42.1.63) 6.28
Zhang J 581(1.63,2077) 2.52
Agallin 081 (064, LO4) i2.82
Chen L 1.39(0.79.245) 7.62
Rybicki BA 0.93 (0.62,139) 10.12
Van Gils CH ——tfa— 069(0.30.162) 470
Overall ( I-squared = 50.0% , P=0.014 ) K> 127(1.02.1.59)  100.00
NOTE: Weights arc from random cffects analysis )

T T
0481 1 208

B1 %A XRCCI codon 399 Gln/Gln &5 3 7l f§ % 5 & ¥

#y Meta 24 FR 4k
Study %
D . Oy Weigh
Mittal RD I I 142(086.235) 2614
Berlune N ——f—-ﬂn—— 196 (1.04,3.70) 14.02
Mandal RK —-———-4.,—— 131(0.76.227) 2275
Hamano T —— 085(037.198) 1202
XuZ _-._._~a.-——._ 198(085.463) 171
Hirata K — ; 148(0.63.348) 893
Ritchey JD 220(100,484) 843
’ 0% p= .
Overall ( I-squared =0.0% , P=0.677) <> 152 (1.18.1.96) 10000

B2 T #A XRCCI codon 399 Gln/Gln 5 3 7) B 3% 5 R ¥
¥ Meta 447 FR Ak
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Study %
D et e e R OTAC) | Weight
Mittal RD :‘————4!—— 2.58(1.64,4.08) 2110
Mandal RK i—-——*————— 2.72{1.62.456) B
Xuz ———s—-—-—:— 1.20(0.74.1.95) 20.39
Agallin I ——— ; 1.12(0.86,1.46) 25.31
Van Gils CH —————~-—i—-;————‘ 138 (0.61 .3.45) 1349
Overall  I-squared = 75.2% , P=0.003 ) <> 1.66 (1.09,252)  100.00
NOTE: Weights are from random effects analysis :

Y

B3 %A% XRCCI codon 280 Arg/His 58T 7| jg 7 B &
H# Meta 217 R B

%2 XRCCl Arg280His % 25 M & o 5| MU 46 % 8 247

KM CORED RISV BRAE Meta 531167
XEREH(S) OR(95%CI)  P-value Pigergeneiy
Arg/His vs Arg/Arg 1.66(1.09 ~2.52) 0.018 0.003
His/His vs Arg/Arg* 0.80(0.57~1.13) 0.209 0.918

His/His + Arg/His vs Arg/Arg  1.27(1.07~1.51) 0007  0.702

Avg/His vs His/His + Arg/Arg  1.73(1.09 ~2.75) 0.021 0. 000

. * % van Gils CH®! s Arg280CIn 2238 35 [ # 254 T His/His
FI 4 Fn st BREH I 24 O, BT AT o 2 BRSO

%3 XRCCl Arg194Trp % A8 1 & W 50 BRO Av 5% ok oy 2 B M4

S (ST RO Mea 074

KRREH(E) OR(95%CI)  P-value Procrgoncit
Tep/Tip v Arg/Arg 1L18(0.83~1.68) 0.38 0176
Arg/Trp vs Arg/Arg 0.99(0.87~1.13) 0.929 0.010

Trp/Tip + Arg/Tip vs Arg/Arg 1.02(0.79~1.32) 0.891  0.011
Trp/Tip vs Arg/Tip + Arg/Arg 1.16(0.83 ~1.64)  0.381  0.309
P25 EHA(S)
Tep/Trp vs Arg/Arg
Arg/Trp vs Arg/ Arg
Trp/Trp + Arg/Tep vs Arg/Arg  1.16(0.78 ~1.73)  0.453  0.005

1.28(0.88 ~1.89) 0.201 0.091

1.10(0.71 ~1.70) 0.670  0.004

Trp/Trp vs Arg/Tip + Arg/Arg 1.25(0.86 ~1.81) 0,240  0.184

EEEMRAG BB AC ) URED, DA, &
HBBARF Meta 20470

2.3 BFEME® XRCCl Arg399GIn BT K EH
BESFM, 7 XRCC1 Arg280His IR+, FREF
el 26 R4 B R Arg/His vs At/ Arg (P =
0.003) #1 Arg/His vs ( Arg/Arg + His/His) ( Pprogeniy =
0.000) . ZETEM A XRCC1 Argl94Trp BF5TH , A
BERFBEHEMER 4 AR Arg/Trp vs Arg/Arg

(Pyargensty = 0- 004) 71 Tep/Trp + Arg/Trp) vs Arg/
A1 ( Pyererogeneiry =0- 005) o

2.4 HUEMESY  XRCC1 Arg399GIn BFF A 1
B SCmRU) A BR B R 4 UK 4% Hardy-weinberg
SERE, VERUREE A BT 1 L HERR , B ABE Glo/Gln vs
Arg/Arg:OR =1.26,95% CI =1.00 ~ 1. 60, T Y| A B¥

GIn/Gln vs Arg/Arg: OR = 1.53,95% CI =1.19 ~
1.97, 5E4E R i 2 3%/, XRCCl Arg280His
PR A 2 & ScEmUe xR A R E 0 B R MR
Hardy-weinberg 52 8, /i % 8% BE 43 47 60 5 HLHERR,
Arg/His vs Arg/Arg: OR = 1.15,95% CI = 0.92 ~
1.44 BER % AR 5%, Argl94Trp BRR A 1 R
RN B BB A BB 2H 5 R 4 BN 24 Hardy-weinberg
e VRO AT BT L HERR , BB Arg/Trp vs
Arg/Arg:OR =0.98,95% CI =0.75 ~ 1. 28 ; Trp/Trp
vs Arg/Arg: OR =1.23,95% CI =0.86 ~1.76, 5 &
EREERBN,
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Begg’s funnel plot with pseudo 95% confidence limits
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2.6 SPSS13.0 Zp#T  JRBIL IR EE 1 520 ], R
W 1278 B, X ERH P R E 1 441 ), NI IE
#1454 4], x* =13.974,P =0. 000 (XUU) , £ 7 FH

Gt 3, OR = 1. 22, % B W 48 R 70 5 B8 19 7
BEE,

3 itg

3.1 XRCCl £754£5 DNA A g EEMI. £
B ADP-ZHER S M54, %t DNA B8k SR
HYBHTEED B SBEEE LR
R RESIE R A K, SNPs B—F ¥ MR
£, XRCC1 /LT 194 280 F1 399 SNPs BEF2 153
B BERRE LYY, BR—BIFERY XRCCL
ZRESRETIIRBEAKR, (H Meta 50T K,
& Arg399Gin 28R H BG4 F 1] 6E-5 WU A FIF)
BRI B & B 77 7E — %€ K &R Z b, Argl94Trp,
Arg399GIn BBZHRR AN 5 BB REZRNA
RS ZEMCHER b BT AT 4 ek
GEIEES G

3.2 Meta 37— Bon, BABER LW A BHT
SRR R AR5 Arg399GIn RAERRBME FH
X, B IMEATEP HIORK 95% CI 75T Wei B
PR XURMAA TSR ANBMEAN
SR B B R 2, T EH — P KRR 4T ;
Arg280His RAFFEFH B R G F O B SRIFIRE R 5
A 3, BARELH 2 Sk P g T s R B
#=#,{H Arg280His A4 Hardy-weinberg B2
HFRH, MRt — P T SL R BR T Argl94Trp (9
Meta MT455R 5 Wei BI* 48 1M, 5k A 58751 g
RBEH %,

3.3 AREEZREUBRNREE SIERMAE AR
BTG, AT R BB R AP B S 2 M e
W% X S RTF AR B P R L TR
N IR B B AR 22 (B
XRCCl HNRAZWBR HARERE, AREEMR.
3.4 APIRBATMFE LG, 5E FEMA
FRUER) SRR FE7E A 08 Hardy-weinberg 58 2 f 3L
¥&, %0 T Arg280His S5 RTF BRI fER 5% R BB 5
HWR, R E IS BB, InES JRE K
EEAI R, TS S BUR WA Bk, BA
SCHR K 20, To ¥ O 40 43 B 4% b BT iR, XRCCI
Arg399GIn i Arg280His FEAXL 8 2 5 5775 R
BRI R EFTY AR PINT BEIF R MR E B
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