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Research Progress of Presbycusis Related Signaling Pathways
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[Abstract] Age-related hearing loss (ARHL), also known as Presbycusis, is a common chronic disease in the elderly, mainly
manifested by progressive hearing loss. Current research shows that oxidative stress, apoptosis and mitochondrial dysfunction play an
important role in the development of ARHL, and its related signal pathways play an important role in it. This article reviews the

signal pathways related to ARHL that have been studied extensively at present, in order to provide a reference for further exploring

the pathogenesis of ARHL and provide new ideas for finding new therapeutic targets.
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3% Al ek 5 SIRT1/PGC-1a {5 53l % 15 5 H- 3 & 241 g
12, LA 85 K42 7R SIRT1/PGC-1a 5 51 % 75 H-py 5
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F) EARTEA , IRk ARE AHIC YIS % B 7R G 6 R A i
FY I TA] i L s Nehd Fil Neh5 (R e i s i {0 X3, e i i
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B E IR IR, R Nef2 m] GBAE R 37 H- W0 Bt 40
e 52 SE AL BB PR AR . gDk 26
(recombinant connexin 26, Cx26) {4 % K GIB26 %8 75 2
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» &7~ Nrf2 v 720 56 PR PR - AT RS 45 1 W ke
FEZVEM ., Hoshino T 25058 1o Nrf2 g [ /N L Nrf2 78
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FrWrge, kB 5 [E A B AR RN AR B, Keap 5 R /VER
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NF-«B ;& — & [ B R &4 , & i & 25
S B -, TEMLER I RE R L g2 b B P SR, o
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Wi o [ip9RE SR FE Rl - o tu-mor necrosis factor-o, TNF-a.) , 4
412 1 (interleu-kins-1, IL-1) 4 RIEFRE I K F-H 0 o
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2023 45 S FI) w2 A JH Qi W i 06 55 el

ShATEIRE , A F E 20104 2% A0 3% SCamIE 8 TR VR A FHLE < A T IRNCAE IS (R EERRAM ) & ik B
I 55 H S RS SCHENE TE BI AT, A 385Kk B H S S0 RR, FE ok H LR AT A B2 8 I 4amg i

RLE AT h#52k (nonsyndromic hearing loss, NSHL)
B 2 MW 3452k (sensorineural hearing loss, SNHL)

M f£2988 (acoustic neuroma, AN)

KHTEEAR &Lz A1F (large vestibular aqueduct syndrome, LVAS)
Syl H R (secretory otitis media,SOM )

I i3 T B i (auditory brainstem response, ABR)

L5 & W PR T ) . (electrically evoked auditory
brainstem response, EABR)

HA % # 7 (cochlear microphonic, CM)

W =R AE & HL (7 (auditory event related potential, AERP)
H 7 K5 (otoacoustic emission, OAE)

i 2% 72 4 H- 75 %k BF (distortion—product otoacoustic
emission, DPOAE)

e &5 1% & H &= & %f (transient evoked otoacoustic
emission, TEOAE)

[ %M H- 75 & 5t (spontaneous otoacoustic emission, SOAE)
Ho# A & (electrocochleography , ECochG)

W fazs iz (auditory steady—state response, ASSR)
HEANEAL (summating potential,SP)

ZhYEHE (action potential, AP)

B A3 EWRAL (compound action potential, CAP)

HL% & A Zh e (electrically evoked compound action
potential, ECAP)

8 f N &M (neural response telemetry, NRT)

A (maximum phonation time, MPT)

5"k LY, (signal—to—noise ratio,SNR)

A AMEBFZ (permanent threshold shift,PTS)

BrIHE %] #2 (temporary  threshold shift, TTS)

AT [E] (pure—tone average, PTA)

Froh ML M (behavioral observation audiometry,BOA)
M SR LM 5 (visual reinforcement audiometry, VRA)
WEAR M (play audiometry,PA)

B S T 9 e 4y 2% (client oriented scale of
improvement, COSI)

BT 25855 5 [E| Br il A% [7) % (international outcome inventory
for hearing aids,IOI—-HA)

BhUT 25 2k L PRl 14 3¢ (abbreviated profile of hearing aid
benefit, APHAB)

BhWT %% E 5 {5 FH 1 & 1 3% (satisfaction with amplification
in daily life, SADL)

g 75 T B B4l (speech perception in noise, SPIN)

I BRI i (hearing in noise test, HINT)

N T H## (cochlear implant, CI)

MBI (inner hair cell,IHC)

HNELIME (outer hair cell, OHC)

2 PTRE f i (mismatch negativity , MMN)

HE— 842l (real—ear to coupler difference, RECD)
Wi dtR B f% (magnetic resonance imaging, MRI)
HELAE 2 K% (computed tomography, CT)

=457 #ECT (high resolution computed tomography, HRCT)
=1ETHBF (speech recognition threshold,SRT)

B2 A HilEE e B (polymerase chain reaction,PCR)

75 ] PR fE & (normalized noise energy,NNE)

B )W % F ) 7 (automated auditory brainstem
response, AABR)

L (noise—to—harmonic ratio, NHR)
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