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Abstract: [Objective] The aim of this study was to determine single nucleotide polymorphisms (SNPs)of hOGG1, APEXI and
XRCCI genes and to identify their association with noise—induced hearing loss(NIHL) in noise—exposed workers. [Methods] A
cross —sectional study was performed in the noise —exposed workers in a chemical fiber factory located in Jiangsu Province,
including 585 NIHL cases and 619 reference workers according to the measurement of noise level in their workplaces and
examination of pure tone audiometry. The SNPs of selected genes were genotyped by TagMan—PCR technique. [Results] Three
candidate genes (hOGGI,XRCCI and APEX) were screened . The results of logistic regression analysis showed that under the
dominant model, rs2072668 CC+CG genotype may be a risk factor for NIHL compared with rs2072668 GG genotype and its
adjusted OR value (95%CI ) was 1.40(1.10-1.78)and 2.11(1.16-3.82) while the annual cumulative noise exposure(CNE) was
90-95 dB (A). While the annual CNE was under 90 dB  (A),rs 1130409 GG+GT genotype may be a risk factor for NTHL
compared with TT genotype and its adjusted OR value (95%CI) was 2.76 (1.13 - 6.73). Haplotype analysis showed that CTG
(rs2072668-1s1799782-1s2230409 )may be a risk factor for NIHL and its adjusted OR value (95%CI) was 1.78 (1.21- 2.61).
[Conclusion] Rs2072668 CC+CG genotype may increase the risk of NIHL in noise—exposed workers,which suggested that the
SNPs of hOGG1 may be associated with the susceptibility of NIHL.
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M 7 PR W 2% (noise —induced hearing loss,
NIHL )2 B T 2 5 T PR 5 M 7 117 5 | A Py 2R 4 2 Je%
BT RN, fEFRIE AT 1000 T3 R T A 5%
FHO MR T HA A 100 J7 AAFAE AR RIRLE A
b PRI P T A R FE R B, NTHL 2 — R e st %
K2 52058 R = A BAE T 5 R 9 52 425, & A bt
5L F W ,HSP70 . EYA4 .CDH23 .GRM7 FIKCNQ4 %5 3
R IR Z Y (single nucleotide polymorphism,
SNP)5 NIHL [t {4 5 JEPEA 1, 8—F2 Ik I IFEns il
T EF(hOGGT ) & —Fl DNA & 52 Jilg , 7l #2 15] 15 B 8%
FH 5, IEEAE A SZ 4510 DN AP, JJ5E W2 4y i e A2% 1R PN )
fitg 1 B (APEXT) B T AR 14q11.2-q12 |, 7E
DNA VIR A% A AN, X At
1652 38 UHANER (XRCCT) FERSFE Y] 16 52 F1 DNA
BT AU S R R R R 4 AR M, AR
TEFE— T hOGGT APEXT Fl XRCC1 K& R 254k
5 R EDOEAHE NIHL 2Bk Z [ R, D58
# NIHL B 6 SR S ARl 224K

1 M&E5H*
1.1 %

KRR I AT SE ik, T 2017 AR BT E
WAL R T & 3 A2 fl g fil s ) TN R it
FEFG ., TRBILLALE 585 A, 4N AbRHE: (1) Bl
Ty = 3 AR DUGME S /R TN (2)BUH 3 kHz,
4 kHz .6 kHz “FIWr ] > 25 dB, HHWF RS e s
PEUT I RARAE o HEBRARE - A MR s Dh 32
SR IR YRR KRER  RIRER
)t MR AT U (i i AR 28 R
MR KRR MR R R AR BT
IR P2, DA RS Rl H R o X B Ak
619 A AIARRIE: (1) el s Tl = 3 4R DU
AR TN (2) 4fi#& Wy S AT — B 40 (3 kHz
4 kHz.6 kHz) “F¥WTE < 25 dB. (3) Sk HI4H7E4E
W5 PRI R R (N TS KN R
TGRS AVCRC o A FEE 1 VT 9048 90 T B 4
il HD AR PR ZE DL B A I, T X428y
A=
12 Fik
1.2.1 FEAE LA

BAATBETHCE S T B A 2%, &l 5 —
BRI A N BRI T 0 5 A L, A4 - — ik
N ZEGERE 5T A 56 i BE A 5 53 s Bk
MR s AR TE S RO s R i TR 2R ik
S8 Hp WS BRI — 3 GELEE AR DL F R

WSR2 /DR —IR R4 D b
1.2.2 G A= A

WHECT ARSI B R 565 8 54 =)
(GBZ/T 189.8-2007)"™ , {fi Fj 3¢ [&] QUEST 2\ W] £k 7 1y
Noise Pro /A5 7] it 10 5 s Ml TN 34 S 4540
AFEGL (L) o T8 A7 75 KT 10 43 S bRt
(eI FE R RBO AR 565 2 35 Y3
F)(GBZ 2.2-2007) 1", M7 (1% 42 ik FRAEL " 85 dB(A )
KA O TFE TR RFEE R 2% 8% i (cumulative
noise exposure, CNE ):

CNE = 10 x Ig [ X 105 sl i Ry T4 i x 45K
Mg 5 2 fish it ] , /4801 (1)

K :CNE RN RS 8 i, dB(A ) - 4F;SPL 2K
MEFE AR TR, dB (A i S HRD B0 rp S5 s A T 5%
Mg 3 o [0 A X 7 8 M 75 e i 2% 424«
1.2.3  4fid5 W 3 I FD H AR G A

i FAPE 22 IR W 36 8 Wl A P W 3264 T4 255 W (59
MR, 2T T EAR IR T IR (G2 ik
2 )(GBIT 7341.1-2010)" JEF AL 1, ZEA A M 75 <
25 dB(A) M E RN, & BRI H 25 F & 1)
WO Rk B A X Fr A W 4 645 22 A7 B 0.5 kHz,
1 kHz.2 kHz.3 kHz .4 kHz .6 kHz 3£ 6 A1 20i 35 <,
ST I, R G e W S AR IR OC R ST o A1)
(GB/T 7582-2004 MR X285 RAEA TAE IS A AN IE o
1.2.4 DNA HEHUS 3[R 4

A 2 Lol A BUCREEWFFEXT 4 2 mL AMA I+
2 mL EDTA LS 3% Z - 80 CokAA P17 . L
800 g B.0> J1 0> 10 min J5 4325 MUK MUMLANAE . R
QIAGEN 723 &) A= 77 i DNA $2 B0 7] £ 312 BOs: R 41
DNA , H /"™ i B0 B 5 2R E A 792 . ABI 7900
HT %¢ )6 % = B & B 8% 20 2 W (polymerase chain
reaction, PCR )% ( & [§] Applied Biosystems 2 ) ) X% H
() DR () AR S A T SRR 4 8,y e et B A
RS AR SNP W3 A0 A5 B HE 175 [ )RR S 1%
TR e
1.2.5 SEG % il

TaqMan & B (R HE2R FHE L CHIEEE RN ATE
FEASI YR T (91134 2 X BE ), H i B2l B4 7, X 3
TRV AN — SRR AR I F BRI 573 A, B D s
[ A} 15 5 P ot BR A M B, 9 HL B SR A — A A A
s A —2, BT B2, A 43 U ] v b A 22
DR, A R ARSI BT B A T D3 A, BERLE
109%PIREAS A TEI , —BORZRIAF] 100%.
1.2.6  SNP i s AL A7

SNP S ks FEAE T T2 SRR & 5258
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BERYFEDR . 15T, AR B dbSNP B9 % (http - //www.ncbi.
nlm.nih.gov/ ) FISCRRZFIAVESE SNPs, Fiidednife: (1) H
B DO R b die /) A AL B DB (minor allele
frequency, MAF)> 0.10; (2) EUAN T * > 0.8 985 ,
M D RE T 5S AE 1Y SNPs, FE AN L5878 (N &
TR 3'UTR(UTR 4 untranslated region 435 , R E
RO A SUTR, EA RSN PR Z . fm
152072668 131130409 Fl 151799782 £F & 2K . FATHL
A RTEA R AR R A 5204, AR BE A
TEP Th A BRI AL AL . A R SNt AL B AR AT
THT ORI Z 04, Horh Ay 2 SR AR R ) 25
RPN
127 geits ot

I EpiData 3.1 /A EA 740k st A, I SPSS 20.0
AT TG R A B R GORER 5 + P22
(x = $)FR, AR 225 LUBOR FHAMST FEAS o K305 3T
BT R AR, ) U BOR ] xR 5 SR B AT R
logistic [A1H 731 4 H 45 Z2 PR L I A 5 NTHL
RIFREE I C R, JEH B LE (odds ratio, OR) M
95% A {Z X [a] ( confidence interval , C1)ZE/~ XU B, X
H84H Hardy—Weinberg ~F-ffi R FHILA L RE 2 K56 o >R FH
SHEsis F 415 #E4 7 BA AL 5341 (http : //analysis.bio—x.
en/)o TR GEITAG B34 R SRS 55, A3 K ER o =
0.05.

2 B#R
2.1 ABFRARH LA

3 197 4 FK RECZE R 1 MR 75 R TR TARE S BT iy
HUbBAS AN | RS 225 1531124 (99.55 + 8.60) dB
(A)-4EH1(99.62 +7.63) dB(A) -4 . LM B2, il
A 534 N (i 92.3%) [ REHZE, XTHEAPH
584 N( i 94.3% )5 KIGHFE . WL TR0 FE
TS FEMEKOT- | B R R 4 (40.45 £ 6.31)
% (18.56 +7.60)4 . (87.21+7.63) dB(A).(99.55 + 8.60)
dB(A) 45 5 X HEZ - B 4 iy | HE M T B2 oKOF L 3R
TIPS R R4 0 (40.33 £ 6.22) % . (18.04 + 7.34)
4 (87.25 +7.53) dB(A).(99.62+ 7.63) dB(A) -4 ;
HABEULEWH e, 258 gsit¥E L (1=
0.323.1.200.-0.084.0.238,P 4 > 0.05) , MjZH 1 5144
B, W R L A 25 ORI RS R (P>
0.05 ), HLAKDLZE 1 175 {51 2L ey U B = AT [ 37 - 45
{E}(35.74 +9.78) dB(A ), XF BEZ1 A (14.04 + 4.14) dB
(A), 223 A57E (1 =48.581,P<0.01).
2.2 3R LAHS Hardy—Weinberg i 4% -F #7436

XTHRAL 619 2 WFFEXT 4, 152072668 151799782

1 WX IR [ABL(HiEe/%))

Gy WP (n=585) XL (n=619) 1A PH

PES 0317 0573
5 541(92.5) 567(91.6)
L 44(7.5) 52(8.4)

W 1421 0.491
BT 336(57.4) 340(54.9)
) 12(2.1) 18(2.9)
A 237(40.5) 261(42.2)

i} 0.105  0.949
BAE 238(40.7) 249(40.2)
(e 10(1.7) 12(1.9)
A 337(57.6) 358(57.8)

151130409 fi /b 45 37 5 [ 543 5 A 465,366,542, HI
hOGG1 XRCCI APEX1 3 [H HA% 1T R 2 A5 7% (single
nucleotide polymorphism, SNP) 1 i ) MAF 4351 K
0.376.0.296.0.438, 5 H [E DU ANHER MAF 4390 Lt
i, R G2 (P < 0.05), B AT
Xof R A B IR . IR 2,

=2 Hardy—Weinberg SPATAS G

MAF
SNP B Rlk dE
S : 0 Bl X

B e o mEB R ym égE YA Pl
/4’\

hOGG1 rs2072668 C/G  3:9756456 Wﬁé;ﬁ% 0.376 0.378 0.009 0.926
.

XRCC11s1799782 C/T 19:43553422 iﬁ:ﬁé 0.296 0.267 2.079 0.149

a2
<z

H:
APEX1 151130409 G/T 14:20456995 5% 0.438 0.452 0.397 0.529

K

[3E] * 3KIE T NCBI dbSNP $idi

23 3R EA B A S5 A5 NIHL 5 &k £ B8y
logistic =12 5-#7

iz P MRS AR | B AR TR A A i [A]
BT PUFp I AN 3 AL T AT o G5 R AT

L BRI 152072668 F 151799782 {7 i 5k
DRI R A5 9] 2H A0 0 BEZHL T 1) 93 A 22 57 B G it i
(P < 0.05); 4 logistic [ 4#7 , 435I 4H L 152072668
GG FE R AR rs1799782 CC KK A, rs2072668 CG F:
PRI RN rs1799782 TT ik [F AU ] RE S M s Wy F3 612k &
W fER R 2, R R OR B & 95%Cl {55 5k
1.43(1.11 ~ 1.84)#1 1.88(1.26 ~ 2.82),

1 AR 152072668 47 55 5 PR 7R 8975 191 2H Al
X R A ) oA 22 R A Gt L (P<0.05); 4
logistic [FH43M 7, #HE GG FEH A 152072668 CC+CG
SRR AT g e S T R R a2, A
#11) OR fH M 95%C1 {H>H 1.40(1.10 ~ 1.78).
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TEBRPERERI A | rs 1799782 37 5 i DX 2R A 5 151 4 Al
X REAL (B 1) o3 A 22 RA ST L (P <0.05); 4
logistic [AIH43 T, #H b CC+CT FER RS, TT FE K A ] B
JEM T R R R fER R, R OR i
K 95%CI {8 H 1.81 (1.23 ~2.67).

PRGN R DR TR o | s 1799782 437 i 35 DR 78 A 147
2R R B i oAl 22 S A B 4 8 (P < 0.05),
2% logistic [BIH434T, FHEEL C LAY, T LR A A] 582
M s PET SR SR AR P 2, HOE L) OR )
95%CI{E 7 1.25 (1.05 ~ 1.48), .3 3.

3 A AL S NIHL (60

(8:3)

- BT I 7714 £ G £ £ VA% OR (4

BRE Sy (=s8s) (w=e19) X1 P (950 crfip)

- GG 103(17.6) 121(19.5) 0.748 0387 (ﬁ;l:ﬂ%ogﬁ)
i)

wk GT+TT 482(82.4) 498(80.5) 0.881 (1(;.?6~

1.00
A3 LA T 661(56.5) 696(56.2) 0.019 0.891 (B4
sl 0.99
G 509(43.5) 542(43.8) (0.84~1.16)

[AEC /o))
e S Wl XER4 oo V% OR fH
B Tn (hosss) (n=e19) X P (gse crgi)
12072668 13 15
GG 176(30.1) 232(37.5) 7.655 0.022 ( %izﬁ%%ﬂ)
J i 4 1.27
R G 76(13.0)  78(12.6) (0.89 - 1.87)
1.43
CG  333(56.9) 309(49.9) (111~ 1.84)
1.00

A GG 176(30.1) 232(37.5) 7.340 0.007 (ZH841)

24 BPEARA T CNE B9

T NR B RS R ER I (cumulative noise exposure ,
CNE) <90 dB (A)-4E .90 ~ 95 dB (A)-4E.> 95 ~
100 dB(A)+4F > 100 dB(A ) - 4E I 7K - 4 PR A X 4 4%
HrMUUEH . logistic [BIHHT45 R T

TE 90 ~ 95 dB(A ) - 4F RS B fE 5t 1, AH I GG
LAY | 152072668 7 5 CC+CG F PR 7Y AT B S M 7 4rf:
Wy Sk A p ek R &R, R R OR fH & 95%C1
{9 2.11(1.16 ~ 3.82),OR {8 & T4 220 il 16 <
90 dB(A) -4 RPN G & T A0 L TT B A A,
rs 1130409 GG+GT JEF FY ] Bl M s 14 I 71 45 2
FIFE RS R 28, HARHE A OR /% 95%CT {5k 2.76(1.13 ~

20
# O 409(69.9) 387(625) (11(1).1‘01 78) e g
CG+ o0 6.73),0R {H{m T4 2H1. W# 4.
509(87.0) 541(87.4) 0.041 0.839 : e "
l;ﬁ% GG (ZR4) F 4 BYEBIFRIRNH CNE 225007 (NZD)
S| 1.03
cC 76(13.0) 78(12.6) SR R /B (A ) -4F
(0'7‘: ;01.45) SNPfis M5 EHEE 90 90F"i&%£95 100 >100
o G 685(58.5) 773(62.4) 3.815 0.051 : < TP 2P >
ﬁ%% (Z1dl) n207668 . GG 2 26 40 88
A C 485(41.5) 465(37.6) (10(])'181 39) CC+CG 37 85 104 183
. : : 42 47 11
151799782 fii 4 X R ce 20 ’
100 CC+CG 39 68 93 187
CC  257(43.9) 299(48.3) 9.511 0.009 (Z%.EGZE) Y1 0.505 5.649 1.042 1.684
T P 0.625 0014 0282  0.188
%:;?jﬁ CT  254(43.4) 274(44.3) ( 1.08 -
| 0.85 ~1.37) RS
.88 OR fii 1.20 211 1.33 1.26
TT  74(12.6) 46(7.4) (126 ~2.82) (95% CI (058~ (1.16~ (079~ (0.89 ~
AP i) 248)  3.82)  221) 1.78)
) 1.00
Ak CC - 257(43.9) 299(483) 2313 0128 ( sy 1799782 o CC 22 41 71 123
o)
TR %Jr 328(56.1) 320(51.7) (0951.191 ) CT+TT 37 70 73 148
S . CC 37 54 67 141
Kbk g%* 511(87.4) 573(92.6) 9.127 0003 ;E%OQH) T CTHIT 32 56 73 159
oo ’]8] X1 3415 3330 0034  0.149
TT  74(12.6)  46(7.4) (1.23 ~2.67) P 0053 0069 0577  0.639
1.00 A
. C 768(65.6) 872(704) 6367 0.012 g, 2.04 1.66 0.87 1.08
g%ﬁ% (’1“‘2‘5'E) (f))SR%ﬁCI (099~ (096~ (054~ (0.78~
A . 421 2.86 1.41 151
T 402(34.4) 366(29.6) (105 ~ 1.48) 1) ) ) ) )
121130409 3 15 11130409 ol TT 11 28 42 98
TT  179(30.6) 198(32.0) 1.460 0.482 — CorGT 48 8 102 173
’ : ’ ’ (ZHa4) - TT 24 38 48 88
;ﬁ%ﬁ GG 103(17.6) 121(19.5) @ o ) T 72 22 212
== : 111' X u 4170 2291  0.788  3.023
GT  303(51.8) 300(48.5) (0.86 - 1.44) P 0.026 0143 0432  0.085
1.00 A
) TT  179(30.6) 198(32.0) 0.270 0.604 2.76 1.55 1.23 0.73
%ﬁ (=MD (SSR%{ECI (113~ (086~ (074~ (052~
e GG+ 1.06 6.73) 2.79) 2.05) 1.04)
or 406(69.4) 421(68.0) (0.83 ~ 1.35) i)
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25 BRASIER

8 Fofr LA TR £ {5 2EL X REEL ] B9 401 L3R 50 2%
R EIR CTG(1s2072668-1s1799782-rs2230409 ) 76 i 0
[ 5345 2 A G L (P<0.01), T8, HH
B 2H FAAARRY CTG AT RE A M R 1k W 7 400 2% & 1 1 B
(K2, HE4% OR % 95%CI M 1.78(1.21 ~ 2.61).

RS PUBIIHTER

S 12 B A Y Xof WL 2H LAY
ik (n=585%2) (n=619%2)
i 17 i g it

BHEL K% WA Ri%

CCG 1373 11.7 159.7 12.9 0.38 0.90 (0.70 ~ 1.15)

P OR 8
P (95% CI1{H)

CCT 1835 15.7 181.4 14.7 0.48 1.08 (0.87 ~1.35)

CTG 718 6.1 44 35 <001 1.78(1.21~261)
CIT 925 7.9 78 6.5 0.16 1.24 (0.91 ~ 1.70)
GCG  204.6 17.5 239.4 19.3 0.24 0.88 (0.72~1.09)

GCT 242.6 20.7 291.5 235 0.10 0.85(0.70 ~ 1.03)
GTG 953 8.1 99 8 0.89 1.02 (0.76 ~ 1.37)

GTT 1425 12.2 143.2 11.6 0.64 1.06 (0.83 ~ 1.36)

[E] @ BT I 1s2072668-1s1799782-1s2230409 JIit T HES 1

3 ITig

AMFFE LGN A G 585 AFIXTHR 619 A, FEMEIE
fith 1= R 9 516} HE A 0F 9 7 7 1 TaqMan 5851 16 fr
VEFE DR ) BT BR 2 A VR S 0 T RE R 40 Y, W44
B T hOGG1 APEX1 XRCCI PR 5 rp [ 30 N e
FEPENT T R 1) Z IO

H R AL T AR 50 i PR X R, sl
X9 I £EL RN B2 1) AR TR, A R A B
TSGR A AR, AR RT BRA 5 5
HR) MAF (EHEA T EL ARG B0 AR S, 45 5 Bon At
FEHOGT BRZH ELAT B R C R

R ER, M GG FE Y, rs2072668
CC+CG H [F 7Y AT BB A M 75 Wy 7 408 2 & 1 1 i PR
F. 151799782 CT+TT JEH LY CC FE R R 53 4ji 25 5+
Geit#R (P> 0.05), [AH 1s1130409 GG+GT K 7Y
5 TT IR A 22 5 G4 (P> 0.05)

{HI2ZE5) CNE 43205 . 7E 90 ~ 95 dB(A) - 4F
EFIE R R T L 1s2072668 CC+CG &AW Ji 45 2%
YRS (LA OR ) W T i 5 iIX R W] hOGGT HEH
NIHL 5 J8& £ 56 , 3 HAE CNE 4 90 ~ 95 dB(A) « 4F
Z[A]A NHE HP RE XUB A TI  7E< 90 dB(A) - 4 SR Mg
PR 11130409 GG+GT K& 5 5 43 243 Hr B

A EG, AT S35 R AR (LA OR BT ) T , A PEX T
I XRCCT BT RE S NIHL 4 %, H 20 REh T4¢
A RS TESE R R, SBOESEa B S
NIHL 5 B GRS — 3% . BAR R AT 45 2R iR CTG
(rs2072668-1rs1799782-1rs2230409 ) 2% 53 A HE S Mgk 75 e
Wr g BFRIIFERE N & . SNP #e S HREIR A F—
AL LA R, AR R AR RN e o sl Y 4
PR —30 0 U] M ) — 2 E A S SRR 08, R
SR, MR 2B ITRAUAR T 58 RS
S BRRTLSHr T AR AL R 22 (3 A5 B2,

HR B R AR TG BRI 2R B, AL R B47E NTHL
RIFHLI R A AR . T B S o 2
TR IR Z 5 % e i i T SRR &, BT LA R AE SRR
H H 3 I P ARURI PR 20 K B Rl TR 4 22 5
AR DNA ifii s, AT D difastr, 5l
NIHIPY, FrLA, DNA B AE4ERiT Jad fe bl s,
DNA &5 38 B FE I VI R 8 & B 2 AT R
VIBRIE S A1 DNA B W 2485 . hOGGI APEXT Fi
XRCCI VI bRAE 08 i 1 3 A E S 161
ABEAY 8-F2 3k LIRS DNA #4472 DNA A L 1
e Z —, 28 G: C B T: A B, 5
A hOGGT FERNLT 3 Yok p26.2 |, ZiSETIBR
1652 3 B TP B 8—FR ik S NEERA () JCEE R 31, APEX
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