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FE: B8 RGP X FLBOHEE L EAMER 1 (XRCCT) Arg399GIn Fl Argl94Trp 22 3517 115 5 AR 3l ik ok A A AL
0 IE ( coronary artery disease, CAD) ZRPEICHk . ik Ku& PubMed Google 22K 5 J5 1 CNKI 48 % , i 15 XRCCI 3£
Arg399GIn Fil Argl94Trp 74515 CAD BBk S A B3 BERFFE . R Stata 12. 0 BRI 4R 148 X TR A5 14 45 TR 55 400808
WA G, xR nT 5t R BImA ST I . SR 0 8 TURMI-XT IRAF5E , L & B4 3 093 i, 4 B4 2 799
B, Meta M85 54K , XRCCT 324 Arg399GIn L7545 CAD Sy Bk 2 BB IEAHSG (M [k W:OR =1.153 ,95% CI:1. 025 ~
1.296,P =0.017 ;MM F. WW:OR =1.514,95% CI:1.129 ~2.031,P =0. 006 ; MM . MW + WW:OR =1.472,95% CI:1. 110 ~
1.953,P =0.007) . 78RR AR YE 1004 73 7 vh & B, XRCCT JEH Arg399GIn 275 LA SN T 30 A CAD 1% & 9 KL
Bio DEAR, WF5EI8 & XRCCI FHE[H] Argl94Trp Z 2 M S 7E MMt WW I MMt MW + WW #7~ 5 CAD % 9% XU &2 15 3%
EAHE(MM e WW . OR =1.393,95% CI:1. 048 ~ 1. 850, P =0. 022; MM tt. MW + WW: OR =1.499,95% CI:1. 143 ~1. 966, P =
0.003) . 8 LR Sk <45 1 3720 43 A o, B 5% R IR P XRCCI JETH Argl94Trp Z2 45 M 1 W B 55 i CAD, 4ig
XRCCI P Arg399GIn FiI Argl94Trp Z 4517 255 CAD Zy ek 1 3 AH G, W] 1 A i B 12 Wi Fn i 2 A v AR S 0 o
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Systematic evaluation of the association between XRCCI polymorphisms

and the risk of coronary artery disease:a meta-analysis
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Abstract ; Objective  To systematically evaluate the association between X-ray repair cross-complementing protein 1 ( XRCCI )
Arg399GIn and Argl94Trp polymorphisms and coronary artery disease ( CAD) risk. Methods We retrieved the PubMed, Google
Scholar, Wanfang and CNKI databases to search for all eligible case-control studies between XRCCI Arg399GIn and XRCCI Argl94Trp
polymorphisms and CAD risk ,adopted Stata 12. 0 software to conduct all the calculations and evaluated the stability of the data and
publication bias of the enrolled studies. Results Finally,a total of eight case-control studies were enrolled,including 3 093 cases and 2
799 controls. Meta-analysis results demonstrated that XRCCI1 Arg399Gln polymorphism was positively associated with an increased risk
of CAD (M ws. W:OR =1.153,95% CI:1.025-1.296,P =0.017; MM vs. WW:OR =1.514,95% CI.1.129-2.031, P = 0. 006;
MM vs. MW + WW.OR =1.472,95% CI.1. 110-1. 953 ,P =0. 007 ) . In addition, when the subgroup analysis was conducted based on
ethnicity , we identified an increased risk of CAD in Asian population in allele contrast model. Besides, The XRCCI Argl94Trp polymor-
phism had significant positive association with the susceptibility to CAD under homozygote and recession models (MM vs. WW.OR =
1.393,95% CI ;1. 048-1. 850,P =0. 022 ;MM vs. MW + WW.OR =1.499,95% CI:1. 143-1.966,P =0.003 ). In the stratification a-
nalysis by ethnicity, we revealed that Asians carried with “M” allele of Argl94Trp polymorphism were significantly susceptible to CAD.
Conclusion XRCCI Arg399GIn and Argl94Trp polymorphisms are significantly associated with the susceptibility to CAD, which can
be regarded as potential biomarkers for the diagnosis and screening of CAD.
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HApFEH 1 (X-Ray Repair Cross Complementing 1,
XRCCI) R F NGtk 19q13. 2 | iz N it & H
Z: 5 DNA BBEWT 2L O A8 S A, R i IR 12
52 3@ }% (base excision repair pathway, BER pathway)
hEE G T IREE R 194 (Arg—Trp) Fil 399
(Arg— Gln) 5 {57 s (1) 1 4 Jifd 5 722 AT f6 3 2o 5% i)
XRCCI FE[H DNA $5i473 18 52 ) E 3 DIy 384 Jim A
i CAD iy e

125 h 1k, NIRRT — 250 - BRI
B 1R XRCCI LR Arg399GIn I Argl94Trp 2745
PES CAD J XU 2 8] 1) SCHK, SR 1T, H Hi T 45
AR 2T I, ik WIME XRCCT S
Arg399Gln F1 Argl94Trp 23515 CAD & XU 2
(] (8 DK , 5 JIR R IGUAIT 5% R A S AN I | b Jal % Ao
22 N R B, A58 R A UE B 7 10 5 i, &
i 3FAL XRCCI HEIR Arg399GIn il Argl94Trp £ 751k
55 CAD L@ 2 [a] i SCHK , AR5 AN T
1 ARSI
1.1 &R  RE“XRCCI OR X-ray repair cross-
complementing gene 1 OR Arg399GIn OR Argl94Trp”
AND “polymorphism OR mutation OR variant OR gen-
otype” AND “coronary artery disease OR CAD” Z&/E
HHSCH B, K VSRR P PubMed Fl Google
Scholar; 5k H1“ XRCCI OR X HYbiiife 52 58 XL H AR
FEMA 1 OR Arg399GIn OR Argl94Trp” AND “ 3 [A
OR ZZ51E” AND R 3 kot FERE AL O IiESG OR
K OR CAD” 25 g v SR R ), 628 ORI I
CNKI FJ7 77 5040 e o % r s 2R 21 9 4 SOtk A7 3
B, o Horh B AR S A W SE XRCCT BN 2385405
CAD Sy EMER R MARSCAE B . Toif & IR, &R
HI PIALBIETE N G S R AT, 4G 2R I [] DA P22 28 2016
12 1 AT TR R,
1.2 ik
1.2.1 AAFedHerAn g PABRIE: (1) BF5TRHE
TIAHKIA N, HAZHE 0] - BRI 5 (2) 4 it
CAD 5 ] FUXF B K5 (3) a0 204 A3 431 K ok i 2
WW MW Fl MM -3 A RUATR (e W B A A
M Fyzeas A1) ) LA ECAE HE (odds ratio, OR) & 95%
EZX[E] (confident interval, CI) {58, & Sk
TCEE R BURGA  HR R AEFARIUR T T A

HEBRARIE : (1) HE A, B 22 A KA RUE &
1k A TEIE A A SCRIR s (2) R S IR D BB R H R
IR 5 (3) Xof BE A PRI RL 93 A5 AN A G Wit —
1514 4% SF ffif ( Hardy-Weinberg equilibrium, HWE ) ;

(4) T2 Il , S R R A

1.2.2 FEAHREC 44 90 N D ST ) SCk i
TR , AN — S50 b J7 38 3 B sl = A
P, HREUE BN O ABFIE I REAE B, B
FEE—AEE W4 R RAERR W S A R
P21 0 X6) B 2 A i DR AR % X IR AT HWE 5 O 5
QF R PEH ) AR B R . SR FH Sk B DA R
(NOS) T E XN ABF ST HEAT 7 W2 RN
1.3 SGitZEFHE RS A LB AR T
XRCCI 3R Z M5 CAD I, 7058 : M e W,
MM t, WW MW L WW MM MW + WW A1 MM +
MW Lt WW (Hifr M g8 W R EFAERY) o R
Ay K6 56 o0 JE R G Q RG: T0 ofe i B AR 2 i) A ) o
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WAPTA DI N B A B8 AT  HWE, ARG 8 i, HARR IR B 3 A DL WL 1o BF5ER Al NOS
ANEFFE BB O ) 3 093 ], X BB 2 799 PEAY RGERTAN ASCHRBEFTIEAR A5 R N2 2 R

R1 QARG IEA AL

I T S Gl M NOS
KB OB ww MW MM WW MW MM Py

Argl94Trp  Bazo et al. [?) 2011 JRAMNFp H-B CAD 40 6 0 28 10 1 Y 6
Pahlavanneshn et al. (%) 2016 SEH AFh H-B CAD 155 44 4 185 19 3 Y 6
Yu et al. 7] 2014 EUH K H-B CAD 517 486 139 483 531 92 Y 6

Arg399GIn  Bazo et al. [ 2011 JRAAFD H-B CAD 25 76 16 20 28 4 Y 6
Gokkusu et al. 1! 2013 IR AR P-B CAD 625 437 80 627 419 60 Y 7
Guven et al. ') 2007 EINERAFN P-B CAD 50 76 21 12 33 3 Y 6
Narne et al. 2013 P AFH H-B CAD 169 27 1 119 16 0 Y 6
Yu et al. 7 2014 Y AT H-B CAD 40 28 31 53 30 23 Y 6

W IR wild allele, BFA: 8 ; M /R mutated allele, 5845 % ; HWE /i Hardy-Weinberg equilibrium , #3 JRAF1RS - (Y 75 % JRZ1 45 & HWE) ; H-
B: hospital-based , £ T EEBE ) ; P-B : population-based , 5 T AH 1) ; CAD 75 coronary artery disease , 5tk 3l ik sk £ B AL 4.0 IES ; NOS 7R Newcastle-
Ottawa scale , SCHR T A i 3%

K2 XRCCl R:HZL S coronary artery disease 5 i ¢ & Y Meta 7347

SN, LRI 253 Pufi Py OR(95% CI)

Arg399GIn Mows. W Overall 0.332 0.017 1.153 (1.025~1.296)
Mows. W Asian 0. 660 0.040 1.421 (1.015~1.989)
Movs. W Caucasian 0.647 0.197 1.089 (0.957~1.239)
Mows. W P-B 0.647 0.197 1.089 (0.957~1.239)
Mows. W H-B 0.826 0.005 1.484 (1.127~1.954)
MW vs. WW Overall 0.140 0.413 1.067 (0.914 ~1.246)
MW vs. WW Asian 0.933 0.419 1.212 (0.760 ~1.933)
MW vs. WW Caucasian 0.105 0.902 1.011 (0.854~1.197)
MW vs. WW P-B 0.105 0.902 1.011 (0.854~1.197)
MW vs. WW H-B 0.418 0.076 1.429 (0.964 ~2.118)
MW + MM vs. WW Overall 0.124 0.118 1.125 (0.970 ~1.304)
MW + MM vs. WW Asian 0.682 0.147 1.368 (0.895~2.090)
MW + MM vs. WW Caucasian 0.181 0.521 1.055 (0.897 ~1.240)
MW + MM vs. WW P-B 0.181 0.521 1.055 (0.897 ~1.240)
MW + MM vs. WW H-B 0.433 0.017 1.558 (1.082~2.244)
MM vs. WW Overall 0.707 0.006 1.514 (1.129~2.031)
MM vs. WW Asian 0.919 0.082 1.801 (0.928 ~3.494)
MM vs. WW Caucasian 0.751 0.078 1.358 (0.966~1.910)
MM vs. WW P-B 0.751 0.078 1.358 (0.966 ~1.910)
MM vs. WW H-B 0.721 0.014 2.067 (1.156 ~3.694)
MM vs. MW + WW Overall 0.834 0.007 1.472 (1.110~1.953)
MM vs. MW + WW Asian 0.891 0.106 1.661 (0.898 ~3.073)
MM vs. MW + WW Caucasian 0.332 0.052 1.389 (0.998 ~1.934)
MM vs. MW + WW P-B 0.332 0.052 1.389 (0.998 ~1.934)
MM vs. MW + WW H-B 0.970 0.051 1.717 (0.999 ~2.951)

Argl94Trp Movs. W Overall 0.002 0.780 1.105 (0.547 ~2.231)
Mows. W Asian 0.003 0.300 1.492 (0.700~3.178)
MW vs. WW Overall 0.000 0.876 1.076 (0.429~2.698)
MW vs. WW Asian 0.000 0.499 1.486 (0.471~4.687)
MW + MM vs. WW Overall 0.000 0.859 1.080 (0.462~2.522)
MW + MM vs. WW Asian 0.000 0.420 1.509 (0.555~4.100)
MM vs. WW Overall 0.548 0.022 1.393 (1.048 ~1.3850)
MM vs. WW Asian 0.879 0.017 1.418 (1.065~1.887)
MM vs. MW + WW Overall 0.581 0.003 1.499 (1.143~1.966)
MM vs. MW + WW Asian 0. 887 0.003 1.522 (1.158 ~2.000)

W R wild allele, B4 71 ;M 7R mutated allele , 282874 ; P-B 75 population-based , LI A A JERl ; OR 7~ odd ratio; CI 71k confidence intervals, &
G X I); PR S BTPE PAH ; PR BEEPE P AH ;Y /RFF & HWE A
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2.2 Meta SFZER  Meta 5585 R ILFE 2, B5E
K XRCCI 4 Arg399GIn £ 5 CAD 5 &k
TESEAIE N A F AR R R R AE A S T2 B X
(M . W:0R =1.153,95% CI.1.025 ~1.296, P =
0.017,/& 2;MM . WW.0R =1.514,95% CI ;1. 129 ~
2.031,P =0.006; MM . MW + WW: OR =1.472,
95% CI:1.110 ~1.953 ,P =0.007 ) . £ LI X B8 20 >k
PSR AR )20 3 B FRATT A B, DA BE e A HE R Xt
P20 W] BB S Bk R A P & (M W2 OR =
1.484,95% CI:1.127 ~ 1.954, P = 0.005; MM Lt
WW:0R =2.067,95% CI:1.156 ~3. 694 ,P =0.014;
MM + MW [ WW: OR = 1.558,95% CI.1.082 ~
2.244 P =0.017) o LIRS 1941 53 B vh
AT, MOSE 7 JE RS U R R CAD 1 KL
G e (M e W: OR =1.421,95% CI:1. 015 ~
1.989,P =0.040) ,

ELYNE OR(95% CI) YA
Guven et al. (2007)
Bazoetal. (2011)

Narne et al. (2013)
Gokkusu et al. (2013) -—°-§—
Yuetal. (2014) :
Overall(1-squared=12.89%, P=0.332)| <>

0.98(0.61,1.57) 6.72
1.62(1.00,2.61) 5.12
1.26(0.67,2.37) 3.38
1.10(0.96,1.26)  77.17
1.49(1.00,2.22) 6.64
1.15(1.03,1.30)  100.00

'
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0.383 1 261
2 XRCCI 3£ Arg399GIn Z 2517 &
55 CAD Btk IR AR (M [ W)

IEAh W50 K B XRCCT FE[] Argl94Trp 2235

PEE CAD By k5 i 35 TEARSC (MM [ WW: OR =
1.393,95% CI.1.048 ~ 1.850, P = 0.022; MM L.
MW + WW.:0R =1.499,95% CI.1. 143 ~1.966,P =
0.003) . 7& LLF % Sy M 5 19 S 41 53 A b A B,
XRCCI FE[H Argl94Trp Z M AE4E A T FI R pERI A
Hh R BE . 10 U R A CAD By KUK (MM L
WW.OR =1.418,95% CI.1. 065 ~1.887,P =0.017;
MM t, MW + WW. OR =1.522,95% CI. 1. 158 ~
2.000,P =0.003) .
2.3 HRMSHRMEREE SN ABIAK
DRI RA T BB 53 B, IR ¢ S0AG i B LA 5 52 Wil
HEAR OR {1 95% CI, ik F WA 58 45 AL 2 A e ]
0. BLAL, Begg's B B A % BLWY L % 4 R 44,
Egger’s [a1 =45 56 3F 47 32— 26 31E 52 ( Arg399GIn , M L
WP >1tl =0.300, K] 3;Argl94Trp , M [t W.P > It =
0.927) .

0.5 { " o

AR e
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Q)
o

0.1 02
He i xRk 2

B3 XRCCI 3L Ared99CIn £ A A
5 CAD 5 Bk e < (M L W)

3 itig

CAD K52 M S22 5, s A& 3 i E K,
FE G A NS RE R, R R 4, 28
B sl K e F RO RZ . Kuro-o 257 1997
EERI T 5L A Klotho ZEH | 5
W R iz FE N 5 CAD KRB YIA G, HAE
YTER) S CAD Sy B PR AR OC Y 2 K ik A 45 MTHFR |
PONI .RAGE XRCCI %05

XRCCI & BER 8§ () EZ A BG4, FES
5 Z R i AL VIR AT 5 DNA 4% B 010
DNA, AR AR s & AR e v, B 2 he 1k ksl b
AR IsF D0 T 375 S g i s AT A WE g W
XRCCI F£H 194 if ( Arg— Trp) #1399 fi (Arg—
Trp) Z 37 15 1 5848 AT BB 52 M . DNA i 4514 & fig
I, DT 384 0 5 e N T R B9 1y LR, )
B INA R R IR 2428 5 5 CAD &
o LB, B VI AH 570 B S5 8 M AE e 7 & . ST
LA 6 i SCHRAL 7 8 T 11— %o BRATF ST, H: v 451
24 3 093 4], XFHRZH 2 799 4, WF5E &P XRCCI %
Arg399GIn ZBPEN s 5 CAD By bk &2 W3 1E
AHIC o TE LIS REZH She 5 Ry A< 40 1) U 2H 43 Afr by, W] &
PR XRCCI IR Arg399GIn 22 25 A s 7E LA EE B A
HEA X HRA AL 5 CAD B Jgek &2 I 25 1IE ARG, 2
7 DA e N SRy 0l 2 R Y5 1 I 40 T e 2 S Pk
MRIR RN R . B AN, #E LUFR % A 4K 35 19 2 20 43 B
H, LRI XRCCT BEA Avg399GIn Z2 35 PR i 5
WAHE CAD 5 8 52 1o 35 10 AH 6. 9T i8 & B
XRCCI B Argl94Trp Z 251 SRS CAD 5 J&
PE R IEASC, R AR

JUEFRATTO 5 SCSCk AT T AR R A A R
ORI T ILSAA R, HE HA
WIRED  FEARE AR, T RE SR AR A 2 5 5
LA AR Z O W RE , SR AR
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