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[Abstract] Objective To explore the relationship between uncoupling protein 2 (UCP2) gene polymor-
phism and the susceptibility of noise-induced hearing loss (NIHL). Methods A total of 319 workers exposed
to noise in a factory were selected as the research objects,according to the results of hearing test,they were di-
vided into the NIHL group (163 cases) and the noise-induced hearing impairment group (the control group,
156 cases). Questionnaires and pure tone audiometry were conducted in all subjects,and venous blood was col-
lected, polymerase chain reaction-restriction fragment polymorphism (PCR-RFLP) was used to detect the
genotyping of A55V and 886G/ A locus of UCP2 gene in blood. Logistic multivariate analysis was used to ana-
lyze the relationship between UCP2 genotyping and the risk of noise-induced hearing loss,and the relationship
between genotypes and clinical parameters was analyzed. Results The threshold of high frequency hearing in
the NIHL group was higher than that in the control group (P<C0. 05). There was no significant difference in
the actual and theoretical values of gene frequency A55V and 886G/A locus of UCP2 between the two groups
(P>>0.05). The two groups accorded with Hardy-Weinberg's law of genetic balance. The frequencies of CC,
TC and TT genotypes at A55V locus were significantly different between the two groups,and the frequencies
of T alleles in the NIHL group were significantly higher than those in control group (P<C0. 05). The A55V
genotype of UCP2 gene was correlated with high frequency hearing threshold (P <C0. 05). Logistic multivari-
ate regression analysis showed that the risk of acoustic hearing loss in carriers of T allele at A55V locus of
UCP2 gene was 1. 963 times higher than that of C allele (P<C0. 05). Conclusion The A55V polymorphism of
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UCP2 gene is a risk factor for the susceptibility of noise-induced hearing loss,and the C—T mutation of A55V

locus may increase the susceptibility of noise-induced hearing loss.

[ Key words |

Mg & Pk T 7 5 45 (noise-induced hearing loss.,
NIHL) J& T4 1 5 f% 76 M & 20 5% b i 0 8% 1 W
TR WA s T E M AR TN T O (R AR
NIHL %4 10 %, K U178 e s 3R 55 vh T4 .
A AN SR B 8 1 15, DU AR AT R SO0 M iy ) i
S HARGiAR AT HATIA R 1 R NTHL 9 [H 248
Z AR S EE N R N A E BN R, B
R M NIHL BB EBERERE, AR
6 A [A) 2 B8 AR A T A TR A A T 3 o5 28 A7 A2 B8R 1Y
25 N AR ST S W NTHL 5 8% 38 R X T K 5 13 By
NTHL . {47 55 3h % fd B B A7+ 23 Bk i 7 0. #F
FEAF S, ok B AL S NTHL B & HLEI A 6. it
B EEE 4 2Cuncoupling protein 2, UCP2) N it # & #1
BRI 12 B, 2 5 LR S AR B s . DA
AFAE R UCP2 3 K 2 356 5 5 R & 59+ &
W kA A e . BT BFSE R L UCP2 W £
A S AE Y R DG A WT S AR B A OEE L 5 NTHL 1)
KR HATMAER, AUF5EE 0 NIHL £ 4 ii
W R UCP2 40 R, B e UCP2 £28M 5
NIHL 5 B&PE 5 & i B o NTHL & A= AL 48 1t —
EWMES%,

1 #EREFE
1.1 — & #

Ve 2018 4F 6 A 7E =N = IE B HEAT IR A 10 52 T
JTHAT 319 ME AR X G, BT A TN B4 B A e
WEE R T AR, o 5B 279 9, 40 40 {1, 4FE % 33 ~57
% (40,1244, 13) B LA RRUE . (D T Z ik &
PIhpUies (2) N MR T/E T K F el T 3 48,
(3) PRI A Rk B T A S e 1 75 A 00 8 R 32 52 385 ()
XA A L HEBRBRUE . (1) A TR IR R DL B R
7 B AU 43 07 L b B R A 5 (2) T AR A AE W i
Bafig; (OMHEHBMEAY; () RKGEHEE; (H MBS
BRBEGITAERS SR ESREAFWHE ¥R
2o M CHR D Pk e 7 25 A2 W) o XUHE R A R
H#t 25 dB FHPEE N NIHL, 48 J2 5 47 76 NIHL,
43R NIHL 4 (163 1)) 5 %} BB 4H (156 #41]), NIHL 4
5145 B, 4 18 B, 4E % 34 ~58 %, F 1 (40, 03 +
4.58) % s XTHRZH 55 134 fi], 2 22 B, 4% 32~59 %,
(39, 85+4.47) % . PHAL A PR AR IR HL g
E R LG #E X (P>>0.05), KWL =N =R
e ZE st E R .

1.2 Fi&
1.2.1 FARAZ

AT AR NEERE. (D —F AN %
ORI AR 5 (2) WM PR s DL KR A iR

uncoupling protein 2;noise-induced hearing loss;gene polymorphism;risk analysis

HEEMAW; ()M TAEN O, a0 TAE4ERR . o3 1k
2 YA b 04 s () A T RS o I R S R
9 5 (5 IG5 47 . B R0 B 5 (6) A& 75 A7 AE KMk HE
F. A NS EEA X R F BN T ES, 4L 319
RSy IES
1.2.2 59 A BALM K

A 323 AE 3 A 5 M 7S TR A T B[R] R
F % F 12 h, Wk B H U i FE & As216 W )
T AR IR P e 75 #2292 0 ) s &l A B3 76 B &
(R R A /N T 25 dB) R T 131 %t 32 35 3% W
H 500.1 000.2 000.3 000.4 000.6 000 Hz 6 iR
B 4l A R AT W BN K, A T 25 AR i SR I L
[ B ) 27 38 2 B AT A A, A R 2 A A AE - i
W B SRR S AATE N B Lo AL DR IE S

ST AR B B D9 ) e 8 3 A
7 52K I Noise pro W 57 5 71X B 5 VR L i 22 8 h 4%
A Y (Laeq) , [A] B 1155 R ME 7 B #8 7 (CNE) .
1.2.3 DNA # R

FKEFAZIRE 2 mL § KL B ImPrEE L5,
3 000 r/min B> 10 min,f# 8 EZE %, 8T —80 C
HORAE & . R DNA 2 BULH & CRAR A= bRl
HIRAR LS KG203) #£ 5L 4 1f. DNA, 2 il &
UL HA B HRAE X DNA 210 B2 SR 478 0, 25 Ay /A g FE
1.7~2.0 W W DNA 4 & % 45, o] J T )5 22 % il
Bk,
1.2.4 R4oo4 X R F-TR4 A % %5 M (PCR
RFLP)#a UCP2 4% & & B 4 A

A55V i 5. 886G/A i fi5| W ¥ B L il g 2 8
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R 2 (%)) 56(34. 36) 51(32. 69) 0.099  0.753
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