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[ Abstract |

Inner ear diseases are common in the field of otolaryngology,including hearing loss, tinnitus

and peripheral vestibular dysfunction. Their pathogenesis is relatively complex, which is one of the hot spots in

current research. A large number of studies have demonstrated that sleep disorder is an important inducement

of inner ear diseases. This paper reviews the impact of sleep deprivation on inner ear diseases in order to pro-

vide a theoretical basis for the mechanisms of sleep deprivation on inner ear diseases.
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SN TE AIX R BHEAT 9 d 0 B B R 2F J , H
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try, ABR)8.16 1 32 kHz [ B i & T X FR 2, W 72
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sions, DPOAE) £ 6.10.,16 .24 1 32 kHz I {5 7K F- 1
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1.1 Toll # % 4k (Toll-like receptors, TLR) 4/NF-
kB 15 5 i #%

TLRJE T | BIES IR 1A K AR e e i X il &2
A3 A T oA -EL VA R . TLR4 2 AR I
25 1 A TLRs AHOCHE F1, HAE G 92 90 S0 14 9 45
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IR e G R Sh B R A, £ L
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W3, 2 55 LR 1 9 i R G 8 oy 2

TLR4/NF-B {5 5 i % 2 98 7 5% N 7 Rk 1Y
RS, % R AL S A RERE L 88 (mye-
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MyD 88 K #i i 42 B # . X P Fh ik 42 TLR4 I
) TLR &5 #3800] 735355 MyD 88 423k # 11 (MyD 88-
adaptor like, MAL) }z MyD 88 & [ 4% #4 v 1y 32 3L it
TEHT. i NF-«B p65 M40 i it 5% 12 2 40 i 1% . 35 5
PR AR e 40 i DX F A Gk . RORE A B AT LR A
PO NF-B, — 35 (19 A0 B AR 3E 4 2 0E S Bl K 5
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SEIR P A B R DR S < K BRI 5 R AR 35 5E
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WY Ty, 5 R R I %) <5 T B 2 5 9 TLR4/NF-
kB 55 30 175 5 02 58 20 DR 5 18 43 6, DA in 2 b
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(SAH) [ 5% W, & 30 B AR 340 35 B 2 34 in 17 TLR4 A
MyD 88 4y %, H J§ TLR4 4 il % TAK-242 &%
MyD 88 il 7 ST2825 A ¥7 nl Bl B % SAH J5 Ik
I SR 25 51 R A I 458 45 A 8 9 RE . i B R IR R 25 3
i/ e o 20 B 95 AL L B0 TLRA-MyD 88 ¢ Ik il B
PR 28 ST R KBRS 56 M SAH 8 il 5 405
Z YR A .
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HH 0 TF 5 R PR 2R YT A0 i R R E ) A £ 4 AN i i)
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VETHANAYAGAM 22 BE 58 TLR4 Sk fa % W7 3 1)
il e i R E 0 G328 0 Bl 1 S ), % B TLRA i bR BE A
il e 4 v R A BV M E AR T 2 (Rl R
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Ji6L 1) A A7 B AT sk 2D T B A0 1) 5 40 R — e R
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MCP-1 8542 4 41 i R 7 i B Jc™ A1 92 400 i R 7 3%
T LR U AF S e T Ry TR B 5 2R
FLPIR 9 KR L
1.3.1 IL-1

TL-1 2 2t A G e S o ) = ZE A i [ 5, =2 i
T AL FRAZ - WA B ™ AL DA T-1a 5 TL-1B PP R
R AAF . Hoh IL-18 v 540 i b 19 32 1k 1L-1R
S50 J5 O B AN LN B NF-«B M 22 28503 16 8 1Y
fiff (mitogen-activated protein kinase, MAPK) % T Jjif
55 M P KRR RN . 2B RN IL-1 2
H5TWNHEERN AL KR, 1L-1 78K R 25y
RIS R AL B B0 LR B AT R b R s 1, IF 5
S By A7 ok 5 OE A 5P . SATOH 467" #F 95 &
PR, B AL s I 9 AR (K LD S5 /)y BUER R % 1 ik
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ELAE A UL 1L-18 Al TNF-o %35, FREJO %% 38 id %
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B4 5 K B H- b TNF-o & TNFR1 mRNA %
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43 MCP-1, MCP-1 17 4 fk 5 %- W 40 i A Tk
EL 40, I 75 S B A% 20 0 L P B 40 2 3 G B 4y
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W TNF-o IL-1B B 4330 AT I 8 4 8L R
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Bl P A K A A B UE L, B RS N BRI A A R
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FHAR 58 55 1 Cheat shock protein 70, Hsp70) 76 ik [
A A 9 22 38 DUB A 40 0 07 R R R 45 SR I R A JE IR
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