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A review on the effect of exposure to occupational noise on auditory system and hypertension
Li Jiahui* , Tao Zhimin , Wang Zhi
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Abstract: Occupational noise-induced hearing loss ( ONHL) is a multifactor disease.In recent years, many studies

reported the correlations between heredity and ONHL, and also more and more reports pointed out that there might be some con-

nections between occupational noise exposure and hypertension. Hypertension was also affected by some genetic factors. This paper

reviewed the common mechanisms that may exist in hearing loss and hypertension due to occupational noise exposure, and the re-

lated gene polymorphisms studies in recent years.
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R, APTRESE LRI A AN —, HE I AR A5,
FEl P O T MR 7 R 5 g ML =2 ) 80 3 - S 1 G 3% LA B BA A
FE ERTAR D OB P M 7 R 08 X I M A e 5
Wl P A T 2 VR 2 M B IS

e ML P T P 0 75 o B VA AR, [ I A g M
PR ATE Y B AR R A 2 —, AR AR B Ok B %
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SNPs) F¥E Dl £x £ &M (copy number polymorphisms, CNPs)
WA T e 2 DA B g A R SR A TR A DG
Z—, BUGIARAR O TR e S0 S 2k | IR AT REAF
18 B L RIL] AH L N 2 S ERT A — R
3.1 HEYEALEF (superoxide dismutase, SOD)

SOD 2 A=Yk ) 2 AL, RS i S A A
BRI, HOKP T BT 2 B A s i, 250 4 55

PRIIE NS KR, Liu Y M &N WEss &8, @ i sy A
R LGRS T )51 2K 2 B S it 52 AR 5 /1> SNPs (SOD2
152842980, 155746136, 152758331, 154880, 1s5746092 ), H:
B, 1s4880 1Y CT 5 [HI AR M A= PET 126 (NIHL) 5 jskdk
W a2, T 2E B = RS B R, 14880 28
NIHL 55 B Gt BE B i, 150 B JHC 5 M s e 5 2 (B AE AE 28 B
YEH], Eskandari-Nasab E[™!AO8F5T & LA A #E R SOD1 ATG
3% 1684 bp JE 31T IX BAT— B 50 bp M4 A/ Bl Be R &2
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FER R R LA B 22 A5 1k, R T D R 0 o R 9 ) XL
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HEATEEIEE, IRl 2 0 S R G2 T, R
RAREE, DLRBIUEMRCR

3.2 #YRFEHEMA (heat shock protein, HSP)

HSP 25 7E /M BAIHOIR S T AE 05 5 8% 32 34 1Y — 2 40 g 1;
B, AT A5 20 0 S 4R 0 200 X % e 3 T 3 A Y A8 4%
T FEE, BBEO S F KN L4 HSPLIO,
HSP90, HSP70, HSP60 Lk Fe/INiyF R TE R 1 H 28, Hopxk
T HSP70 ZEMAHDC K AL R, Ay 5 i i s & S L
(SR B R %V, Yuan JU 2 AR, MRS RE T AN
HSP60 Hi K 55 HSP70 1A /K - 1 fig 5.0 o B 8 6, M
HSP70 HUiA R 5| 6 O o B 5 5 S R 2, mTRE R
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SR BESE T, W PCR-RFLP J5 ¥ 43 BT HSP70-1 +
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JEHR Z A, &I HSP70-1+190G/C 5 HSP70-2+1267A/C %
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