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i E. BN FRAEN/ REAREE D-FHBEFFHRAENTARTIL RAT R ELRFER KT
02 A AL B 69 & AU FiE 48 R 1 A ¥ Spragua-Dawley K R BAALS R 4 41(& 12 R), &~
Bl & D-F$UAEA B 300 36 8 T 4 D-F 3088 (500 mg/kg) 42 1548 B, BT RE, R4 AKX PRI Z
ST R EEE e E A AR AL A R BAR A AR B R 5T B o F A B 6 X KT DNA &
ARG & Py AR T4 8- A 2-BLA L 3 (8-OHAG) #9 K iA VAR & A4 89 4 #5480 5 M miDNA Hi45 244K DNA (miD-
NA)4 834 bp R i Btk 69 AR, B EBBIERA F 25k iTo4, HR SIBARLMILEK, D-¥
HAEFFOENMRATREARPITENELEVNRN S A ERANEAAETHE(P<0.01), R, DNA &
ARG %9 = 4 8-OHAG # R A Fn X4 h 4 834 bp K A BRB A R EM R RA RN S (P<0.01), £t EPET
WERGENRTRY BN/ REAKETHREZFEEFRFELENETZRE,

EER. BA/RBAKM, 2, PARFR AL, AAMMRG; LEK DNA
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The Role of Oxidation/Antioxidant Imbalance in the Age-related
Damage of the Rat Central Auditory System

HU Jing, GAO Chunsheng,LIU Lin,et al
( Department of Otorhinolaryngology , Nanshan Affiliated Hospital of Guangdong Medical College,
Shenzhen , Guangdong 518052 , China)

Abstract; Objective To explore the effects of oxidation/antioxidant imbalance on the auditory cortex of central audi-
tory system of D-galactose-induced aging rats and investigate the mechanism of oxidative damage of age-related hearing loss.
Methods Forty-eight 1-month male Sprague-Dawley rats were randomly divided into four groups (12 rats in each group),
and were injected subcutaneously with different dose of D-gal once a day for 8 weeks. After the experiment termination, the tis-
sues were harvested from the auditory cortex of central auditory system. Investigate the expression of hydrogen peroxide, total
antioxidant capacity ,8-hydroxy-2-deoxyguanosine (8-OHdG) and the accumulation of mitochondrial DNA 4 834 bp deletion.
All experimental data was analysed with one-way ANOVA.  Results The expression of hydrogen peroxide in the auditory
cortex of rats of D-galactose groups was significantly increased compared with the control group,while the expression of the to-
tal antioxidant capacity was significantly decreased (all P <0.01). Meanwhile,the expression of 8-OHdG and the accumula-
tion of mitochondrial DNA 4 834 bp deletion were significantly increased (P <0.01). Conclusions In the aging process of
central auditory system,the oxidation/antioxidant imbalance may be an important cause for the age-related hearing loss.
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SRR BUSTEY  J8 5 A P X T 58 2R G T B JE A
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P74 8- L2 T AR S T A AR A AR Lok
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1.1 D-#IABFESMEBUAREEMWHE ik
FERE R R A A JC P HB R SPF 9% 1 e SD
KEL48 H W VIR S g sy o A it 35 R
PEMRTE 1 BENLAT R 4 (R4 12 1) D iR .
B H TR TS AR BRER K Ak 8 JH ;@ K5 =
D-2PUAH . B H S TR NS D-2EFUME (150 mg/
kg) ,74E 8 JH;@ HlE D-2FFURHA . 45 H SR
TS DR (300 mg/kg) ,3ELE 8 JH ;@ mlE D-
B Al. B H ST T S D2 AL b
(500 mg/kg) ,i%ELE 8 Jil, A ¥R SR = |2
20 ~22 °C 247,12 h BRI SEH, A Mtk
Ko PRSP e g s JCH 2 s
1.2 dEASHERELAHEN 4 HKR
(FF 6 H) WA 5 ST (30 mg/kg) FIE P 8
(15 mg/kg) BRI AL FE , PRt I B J 22, —
M F i S A S S P E e ) ( R E A R o
T BN T R ) B KD ) IR, 5
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R £ (R ST W, D) AR A
DR & (B =R, D) A I 45 20 K BRUVT B2 2 i
FALE RSP TT KT W R R AU ik
JERF BCA L T A E &,

1.3 ZH{E 4 834 bp K ERERKRT B8
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1.3.1 A R28 DNA 69823 BT i 20200 B ik
A GA ZZ i ( Tiangen Biotech Co. , LTD, b 5%,
) A% PREUEE R4 DNA

1.3.2 Tagman PCR # M £ #5 /& DNA (mtDNA) &
4834 bp KAEKXABEHARTE(CD) M EAR
iz ] Taqman PCR il Bt 1 2 2RIy Bz J22 2H 41 4%
HifA 4 834 bp K Fr Brih k28745 (mtDNA CD) , i T
mtDNA CD D-loop X 1R %& 4 274E , i mtDNA CD
IESEIFE S, R D-loop 1R M NS, TG
WL 7 2 Ct {5, mtDNA CD A9 AH % 2 3k &
27N AACE = D - 2EELBEA (Ctpn, o
- Ctmtl)N/\ |)-]00p) - Xd‘ ﬁﬁ éﬂ ( Ctmtl)N\ cp Ctmtl)N/\ I)-]oop) s
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20 mtDNA CD f s el f#i ] Tagman PCR 473
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SRR 20 pL, RN &M QB 95 C 30 s, 3k
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¥1.5'-GGT TCT TAC TTC AGG GCC ATC A-3'; Fiif
51¥1.5-GAT TAG ACC CGT TAC CAT CGA GAT-
3", 4%t .5'-FAM-TTG GTT CAT CGT CCA TAC GTT
CCC CTT A-TAMRA-3', CD: LI ¥ 51 9. 5'-AAG
GAC GAA CCT GAG CCC TAA TA-3'; FilF5|¥.5'-
CGA AGT AGA TGA TCC GTA TGC TGT A-3';#%%t .
5'-FAM-TCA CTT TAA TCG CCA CAT CCA TAA
CTG CTG T-TAMRA-3',
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K, E) #ATEE 37 °C 15 min, BEBE K, kst
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TN 3% 13t A A0 2 L B T 9 s o SR A G, =
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