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Research progress of the application of proteomic techniques
in sensorineural hearing loss
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Head and Neck Surgery, the First Clinical Medical College of Guangxi University of Traditional Chinese Medicine, Nanning
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Abstract ; Sensorineural hearing loss ( SNHL) is the most common form of hearing loss. Previous studies mainly
focused on ototoxicity, noise, aging, autoimmune disorders and other causes, exploring oxidative stress damage caused by
reactive oxygen species or series of molecular biological changes caused by gene variation, leading to apoptosis of
sensorinear nerve cells, resulting in hearing impairment or loss. However, the pathogenic mechanism of SNHL has not been
fully understood. In recent years, the rapid development of proteomics technology has provided new methods and theories

for further revealing the related factors and regulatory pathways of sensory nerve cell death. This paper reviews the research

progress of proteomic techniques in the pathway or mechanism of sensorineural cell death and therapeutic targets, which
will provide reference for the prevention and treatment of SNHL.
Keywords : Sensorineural hearing loss; Proteomics; Pathogenic mechanism; Therapeutic target
St 22 M B 2% (sensorineural hearing loss,  FERCEYPIEAAL T ik RERE AL GE R~ Ay A ml 3

Vol. 29 No.4
Aug. 2023

SNHL) 237 THETE 28 146 40 W ot 28 4% 2% 0 o
O] 7 35 (KIS 5 28 o s ) 1 5 R AR BT T B |
(T T B B H 5 T A 4L U 3, St R
4. 664C N\ A BRI S50, B 2050 4E45A i
9 f¢ AHA SNHL''' | SNHL Jg: 4 {5 8% 3 UL g I
TIBTE R R A R LA R LR 2
— Sy T R R B 90% . ELRITING IR i G

[ SNHL R HFEEWT 1. [HI, A 5¢ SNHL BF5EAT59%
FE P AIME L, TR 22 54 1 7E SNHL B Y
SISty T 8 AT A B AR AN S o

1 ZERRAF

1994 4FE K H W 2% % Wilkins 1 Williams 45 5

BAIH - E K A AREREA (81973913 81774374) s HFFE A= B0A BIFHTRI H (YCBXJ2022017)

F—VEE T R0, 2, AR LR A
WEVEE B2, Email : xuan5352100@ sina. com

- 60 -



W0, 45 - 3 B A R TR o 2k HE 35 v A BT

%439

UK A BB, B 1 R A A A R PR AT G
(Y E AL AL A2 W TS AT BEAR A AR s
AR LA B 2 S O i R AR, e
SRR T AL 24 A SNHL 85, Ry 48 78 55 58
() SNHL KAWLl T R¥ 7B de B ik FIHE
FTOE 1 A5 5 S v A 4 ) BL 4 SNHL iy 5k
SR ST IR A Sl 2 A W o 0 )
SNHL i A K JB& (1449 Jo At F 43 - BLE] , B4 SNHL
MBI W UG B A 1 2 A R
P T e A (] S B PR IS A LR DRI AL

2 EABRAFRKRATE SNHL FH R A

FIE B2 2 K SNHL FH2 W A4 bR s
Wy S B SNHL S8 W ) B A5 9, 1 Lee 2511
FE T BT 3 A %) 2 1 B 2H 2 SR WO K BRI 2
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DIHL) . M % 4 H- £ ( noise-induced hearing loss,
NIHL) | %€ & £ H- % ( sudden-sensorineural hearing
loss, SSNHL) 55 i) 2 B 697 M BUS th IR K 456 T
AR
2.1 ARHL

ARHL 295 BAF 15 T 5 22 98 & A it 3
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AT AR EE | Jaend 6 40 i AR 22 TT AR R ARG, W]
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1697 DIHL 19254, DS A A 52 i UEA 25 P 4t

.61 -



r ] - 5 AR TR AR A 3

F29 %

S VE A [R]85 15 B A ER 4P W 45 A T 245
Yy AR 75 B R A BUIR . S SR 25 iR
JTHE 5, Nan 2520 3 1o 28 [ AL 4 AR BRI e & &
RIRGTEA VAR 2R (astaxanthin, AST) AJ LA i
ZIH F E2 1 2 A T 2 ( NF-E2-related factor 2,
NRF2) 4 i 42, 76/ RO SR F1 HET-OCI
200 i 2% RO IURA 75 5 6 A A -5 20 A e o - R
APRER AU AR T HEL-OCT 41 i 16 41
e 4 5 ROS Y3k 3k, BBl 1 iH 15 5
(¥) HEL-OCT £ it 1 =6 40 M v 1) 2 L 1A 2 i e 5
M [FFE B A P A B RAE % b iR (sulfora-
phane , SEN) 1, 9% UE 52 7] DL 336 % I 40175 5 %) HEIL-
OCI 4l HDAC2, —4 il -5 (34 Lh e 2 k4
HH H3 HER IR PG, X HEI-OCT 40 g 24 51
EEREEAAER

BENE Y 2R S = A
REBUEGA R AR T Fir 5| S B Wr g 458 1 %k 58 1Y)
AR TR i AR 2 R S AR T R N, Rl R
HWOLAS D SNHL f B8 25 W) 2 —, IR R A
FAFF 225 W) 14 22 (aminoglycoside antibiotic-induced
deafness, AAID) MELIAIT ECTEE, Wang 2517
iibuRs S IFEERES5% NPT 6 = W ] 0N e AR S
i, 25 0 BN yes-#H ¢ 5K [ ( yes-associatedprotein ,
YAP) iR 5 B 515 09 B A M B R W AR
YAP TG M. JEKUEW] T Hippo/ YAP {55
T T 2o AR ROS KPR By 1k 25 3R 1755 1 2K e
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