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B SUPS

[(HE] HEmBEE s R R A EENE., KA S0 EE GG ERE R, HES &
Wy T30 A 2 I S e o AR 22 BB AT S e TN 10y 2 BT A R 3 AT X B 28 19 A A R R AL BRI IR . AR D43
T IRk [ N AN E LR G AR B R AR Sy T AR ) S W T R A LA T R AR LR A AE B B  r F
IR 225 5 T ATAS v o ) F 22 Ty 0092 W 8% K AT IR 55 .

[X$R1 HF P EYE

il

B

325 2 52 e NS (BRI AN 28 R 5 1) o DL )it
S R SR 2 38 A TR R AE L R vh o A A
K2y 800055t tE 3 AR LR A AE L . 2006 4F K 5
TR A E AR AR R A 2 R R L 3R T ) ik e
HAH 2 670 7N ERIE A BEW 19, 300, 1~7
BTy BER LB S 80 T1 . B4R R AR LRt 3 7.
A YEH ATy 2 B — B Oh £ G E B H. 2
(syndromic hearing impairment, SHI); % — A
It 22 & fF B H ¥ ( nonsyndromic
impairment, NSHID) , B A £ A Ath iE R 19 H- £
WAL TEH R sl 7 XA 3y 4 28 g B R Rk
75t £ (autosomal recessive deafness, DENB) | # 4t {4,
& B M 3 {4 (autosomal dominant deafness,
DENA) . X #E#i# 1% (x-linked deafness, DFN) 14k
i A& KL R 35 /£ (mitochondrial deafmess, DENM) , &
Jetn K vk st L v AR 25 A AE B & (autosomal
recessive nonsyndromic hearing loss, ARNSHL) /&
NSHL {1 80 %%, H AR S BR T W J1 T B A HoAl
PERTRALE ™ . VF 2 H R A T R IR B EORS . =X
H1 T e AT e o R 22 2 Ve 3 BSOS B30 B 5 IR R o SRR
S NS 7R S s A i ok o = M 40 e R T P K2 )
EwEE, HEL FEAEREECHE T 135 4
FEDREE 41 DM EELE A IE R H AL I B i B . Bl S 91
THEW 2 HOR Y R L 3 - 22 Ak D Oy T A BF 5
A TARREE & . A STl 1 i JLAE R Fe B X R 28

hearing

il Y HR 2 ) — BB 5T AR
1 #%EH

1.1 GJB2 % # # 4 & A 26 (Connexin26, Cx
26) KelsellZBIFE 1997 4F4R 3| T4 — AN IELEA1TF
T2 IR L B Cx26 ZER(GIB2), GIB2 3K AH 5%
FM F A ARNSHL 4 3¢, £35 50 % 1 ARNSHL
el GIB2 SEH ARG R . Wr 1T B LS AR
R KA R AT PR T ) B AR RRAE . BT )
% DL B AR B R Ol . GIB2 SR E T NG
ik 13q11-12, 4 i Cx26 HH . 8 T g2 BlE M.
B S TG R E I ) — B4 T H O E BB
T B Wi R 1) A b A B O AR A

GIB2 FEH2 H B8 o Tz R A i 56 I
AR JLT- 3 35 8 N i i IX . GIB2 SE R RUAH ¢ 3%
RERE MR, ZEREENRTEME. Hilg
RI GIB2 JEPIA 111 Fhge 2277 0, Hh B 9
P, Bk 28 A8 92 Fl, 4 33, 35delG. 33, 35insG,
167delT.233.235delC,299.300del AT 2, A H1 % 48
10 Ff, 7€ WK 35 Y g A Bh Hr, 2500 ~ 5024 1
NSHI & # &4 GIB2 A7 HE K 52745, 35delG
B A % 78 By 58% ~ 88% s At Bk i I K A Fh v
167delT 2y £ Z 2 45, | 40%; 78 H A A =,
235delC Jy GJB2 SRy EE A, fEhE, JL#E
EATERMY 2620 ~33% 4 GIB2 P 248 Fr 8, i %
e to PR Rk 8t 1L 2 28 %0, He g AR (1 2 )y U
233-235delC, ¥ iR Ny 13. 649 ~21. 5%, #] 4 #
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AT p B PR R B 35delGL T GIB2 KL 1y
Hfid X 233-235delC afi Fl P 58 A8 J& 5 305t 15 1l 25
BIEREENREHNZ —, F3REETX 219 B [ §
HERAME. S RE P E AP GIB2 R
233delC 8745 i) R HE &k 21. 5%, Hwa Z£08 % 3
B 324 Bl FT NSHI 3% & 4E GIB2 R W4
PR A 45 Bl 5. 90% , BANED HE— R &
PEE AR B PEE R AT A A P T 2
13 N AR 25 & AR B H-F 9 5] 1 680 1], Ui 7% Y
GJB2 # A 235delC 3 305 #i], oo 235del 4fi & %€
AR HY %R 8. 8190, ZR A S Y 9. 35 %%, JA e Ap
i %818, 16 26, 1 HL 4% [ 4% Hh X (] 6 36 25 S 8%
K. EREIF DT K 801 i v [ P b H X NSHI
B, GIB2 1 4l A 1k 58 AR MR S 8. 9900 (72/
801),235delC (5 FFf 2845 ) 78. 79% (156/198) , H:
R 299-300del AT, (5 F 45 28 4% %) 15. 66% (31/
198), 7 35delG X /5 1. 5% ,167del T A & 3] ,
HETC KB51E GIB2 i X (955 235 i 5 il
B Caia ek, st M K ERBI R,
A TC T RE R S B 3% 42 45 1 L T A R IR 4% IO 4 10 Gl
bR A R RT= N NI oA W R o = R B s AN TS R §
LY ) I B 52 B 52w . T2 80 Cortd #5187 2 AT
g & 5 i & M 2 (sensorineural hearing loss,
SNHIL)M
1.2 GJB3 % # % # & B 31 (Connexin3l, Cx
31)  GIB3ZE7AE ] DL | e ge @k Bk 5 fe 1 35t
AR A AE B #1998 4F B KM% iy R E
T 251 Tk s A s VT R R GIB3 R AR,
fAIIXF 42 A~ st Ph B2 K R k1T GIB3 i &, 7 —
MWL HZEX R D K GIB3 4 LKA (547G
A AERFIER T Cx31 55 183 £ 2 B R 1 % & R
A5 I R (Cx31E183K) ., 7E— 1Ml H B % &
H kB GIB3 G LR AE, (538C>T) . S 85 180 fir
FHE R N K% 7 (Cx31R180X) ., X 2 i
FHGHE 2 gl Rk L B GIB3 3k %
A5 AT T 25 A A Rk s AL v B 2 Y b [
MERAEHP2AZRRPER 24D GIB3 R4S, —
ANJ& 423 ~425del ATT, T35 141 5 4 b5 = JE R
FILREIRGRK 5 J7 — DR 423A>GL i 15 141 5 &

- ZRIE - 39

FER 5L AR A TR . 423 i R AR T
AR E R 3 IR SF BB X, AR B L RE D
J YOG Bk S AL, Uyguner %M 7 — A4~ + H H
DFNB % & & ¥l GIB3 5 667C> A, S 4L &
SR P223T w78, NG %Y 8 31 4~ DENA K &
HR RS I ) 2 Fp GIB3 3k A% 1 R T 41 ek AR X
(357C>T #1 250G >A), H.rp 357C>T A A A
BER W EZBIL 250G A BAR TR V84T & R
AR, (HRZERR AR Cx31 X R e & A8 A
SR EEENME—E I, TR 7R A kI E)
Al R 2R L e A S Cx31 b [m] £ T 3x s
BAEWT I PR, Kelsell 21 78— 4~ Cx26 3 A %8
A B NSHI 58 & Hh i A5 3] Cx31 KR 5228, A
TMHED Cx26 HEP 5 Cx31 £ A REAT U ] K 58 X
EH

1.3 GJB6 % # #% 3 & @ 30 (Connexin30, Cx
300 A& GIB6 S H T 1999 4F 8 v B, & 7 T
13q11-q12. 1, B5 GIB2 BA 77 % W 155 [ I 1
B GIB6 #£ C K kb GIB2 £ 37 A& k. AK
GIB6 JE[H DNA 42K 9 544 bp, # 2 >N & 573 1
2 DR 1 A BT — AR A T G
M H R 3 MR F. GIB6 1 2RI HERH £k,
LU RENNS S N EY N 7 N /I = IN 3 N
BB NSRS . B AL R R R )T ) (R I
PE S BIE 2 0 55 R E 7 pe e T GIB6 fil GIB2 i fbl— 3%
(55 R 3B oA B AT AL R 3R 35 T A IR 2 Sk IR 1 21
ZUrp R R T N2 B R B R4 AU
P2 A 2 e 0 5t 7R R BLH- i Cx30 5 Cx26 1
LU 1 Rz 1) 04 4 2R G0 L 4 4 4 40 40 I T B 0% 3 A
A Fik, Cx30 5 Cx26 A LL7E 40 M B T % i
SRVBEBE R AE N — DRI TE N K+ &
FEAERY . £ NSHI B8 GIB6 $5 UL 1 2875 S
342 kb K K Bt it 2¢ del (GJB6-D13S1830) . del
(GJB6-D13S1830) 4l £ il 2k 5k 5 GIB2 HL 45 i 3 [
RAAER ARG R AT R EUR S Atk E. 18
Ki 2 — 2 [{ K i del (GJB6-D13S1830) J& IE 45 &4 1iF
HZWE 2 A% WIS FE 4 GIB2 B4 KL A
AR PN A B B 2T delGIB6-
D13S1830) 7E 84> GIB2 45 v Bk [H 58 4% f8 & v 1 4%
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b 38 B R OK R 2 E @ UK del (GIB6-
D13S1830) 51| Ry E L5 A ik 2% #it 42 1k 2 19 5 J0 A )
BiH . 7E P E AR FP AR 2006 4 X 215 ]
SNHL B & #4717 GIB6 FEF KM . 327k — 45"
Ay RNTE 2007 ARG T 372 B JE L5 4 4F ik 4% 1 22 R
H 2008 AERRIN T 19 B GIB2 HLAF A 3 PR 28 48 i) B
FHH R LRI del(GIB6-D13S1830) (W 7E H v 1
i e LA GIB6 He PN g 28748 404C> AL 3T &
FEFR B 58 ek AE T135K, #rfpia] Cx30 & 3k iR ¥ 5
HEALAHTIE S23Z 5 T Cx30 i BEIRSF I 45 3 B I
X AT GIB6 He A 58 48 78 o 5 H 2 AR
R R A A AR GTB6 B K AT R 51 Ry 5 — 4k HE
FIF AR H .

1.4 SLC26A4 1999 4F, Usami %) 30§ 2 K 4
PR RS i 2 v 2 1 A 5 A AE R 23 1 JE IR R 6 AE
7q31, 5 Pendred Z% & 1E 19 B BE A AH [\, BP
SLC26A4, X 4 PDS % [, Usami %5 A N,
SLC26A4 K& P 58 42 7] 5] i 25 G Ak 5 JF 25 5 AiE AL
B VEH 2, KA K E LRGN IELE A IE R .
SLC26A4 JEHENF 7931, 4K 4 930 bp, &4 21
OB, IR B AE 2 343 bp., 4 5 B H
Pendrin J& T4 R $h ¥ 12 T K. /6 N B 2RIk
TR EL A L PO A [ B R B A i ) A
B b B LA AN ) SN BE A 5 S8 T R I8 L e
RN A I S O TR = I 1 O R0/ S AT
SLC26 A4 JE PR 78 9E 25 A AiF 0 B2 B 0 1) 6 0 A5
T R B AR Iy A RBH T B F  RE S A
WU S . AEACRICE IR AR R L 2 AR AR
S T416P FI TVSS+ 1G> A% 75 4 W 1 52 1 A F
o, HASFI R [E 9 SLC26 A4 JE R 1 32 2 58 48 J5 X
g H723R™ AErp [, Wang %7 %F 107 4] o [ B
FEKEY KEBE AT T SLC26A4 FEH 21 M4 8
T BT 74N F /9 IVST-2A>G f5s
19 b 7/ H723R J&h B ABE A=A, 3%
TEFT A AR A3 il 5 57.63% 1 9. 04% , Wu &1
X E B R 38 AN EE K YT R Mondini g 1B
B R BE AT SLC26A4 KL 98 48 1 i £, 45 R 1B
N IVST-2A>G (i fin F7 2845 1) 84 %, 5 £ J% 45
FE E PG A X Y 801 i) NSHI & & H 4756 7 4b

CREFATZ W 2R E B FHO ) 2010 455 2 B4 3 )

B 19 S8 FroRI L, 45 R BoR . 98 A
SLC26A4 K TVS7T-2A>G fl H723R 5815, 58 748
PEAT R O 12, 23% (98/801) . Hiv 41 AW A
SLC26 A4 HE PRI XUSE AL 58 A8 AL i, (TVST-2A>G 2l
RAZ 31 B HT23R ali 55748 3 B, . G5 7D,
SR N 5.12% (41/801), IVST-2A>G fii T4
B 8 BYI AL E BN T T R 37 K i i Ak
B 8GR IANLE M 2 AT AL L 52 5 % AL E R AR
R I e B R0 B 46 fdT i AR mRNA R BB IE B 8T #
HMIF 8 A ERANEF T RIS T 9 HAEAEE
AT 2B Pendrin (14§34 7% HE 582 /T 28 1k, 52
M Pendrin [ 45 #4 A1 2y GE il 485 4 12 28 728 1 - 1A
RIEHE,

2 ZRHI{K DNA

LA T 40 L SR Al R A 1Y Ot 2 B A
e . 2ok DNA(mtDNA) e — 77 78 T A4
B g DNA J3 & 20057 T 40 i A% s e ik S iy
A4 . mtDNA NG EAL G BEZENMKT.
B RAENIE L BA B 3 R 0 2 i 2h
fig AR [ B 37 2 4% DNA [ . B T 8% 4> 50 1 4l
THh mtDNA IR 7" A% 0 B R s LA, B
THOLT o R 2 B B A 1R A 7] ) 240 i B 4 2L b iy
mtDNA #f 2 [F]— 25 B Y, B 3y i 4 (homoplasmy) ,
TBAEVE 2 ZORL 1A B i v LR 1A e A 98 7% 783X T i
UL T AT e B A0 M b € 2E B mtDNA R A
mtDNA 77, B 5 & DY Cheterplasmy) . 5 540
Jit1 53 24}, 22 A8 ) mtDNA BEHLO A 2 F 4 i b . &
i Z AL 8 mtDNA F A 5] A2 R mtDNA (5148
Py Iy A . YRR RS 2, R & o R
IR 2 IE 5 20 1 L 2H 270 8% 5 2 RE 4 £ d AR 2 A LA
Tt B BRI, JF Bk 8™ &, Sinnathuray™
KA 300 DL L R i M 2 8 R A A ORI
FR A, BRIk DNA 2845 5 28 3L 0% a2 245 4 34
# ( Aminoglycoside Antibiotic-Induced Deafness,
AAID) FAEZE S AR H 324 26 . AP ok [ N & 4
JEEE T mtDNA A2 I, JF K B T 2 Fh R A
FAL,

2.1 %1k DNA A1555G ® A& 1991 4 b [{ 2%
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G ERYEEY A T 36 DAY RBER AR
AL B 3% . 1 R AAID O BF Rt L, B ok
Rt % . 1993 4F Prezant % R T 3 AN EZK
R B O TE A R hi A R G & B
HAE,3 AR ZR P I 2 IR R 8L 1) deobn (R 5
mtDNA 12SrRNA i 1555 5 A—~G =45, Wi
JE AR TEEA CH A S R R LLESI A KR
i, EEE.PFAH A6 RAMERZEHE 4
AR AP AE R EE B EHN 152, Ui X
— AR NBER I R R, R B DR 3
A WA s B 28 2 W 0L D s B R K R W
WHE KB, A1555G R AE MR A R S
T ME— 2> F2E L. R A R E
X IEER YA R A HEN RBEE T
2y 30 % A BE FR i A5 K s, &bk DNA A1555G
AR R R R R Y G B R R
HANE AR T A E 18 AN 2 016 FlE LR A AE
U H 22955 1] 26 B A& DNA 12SrRNA A1555G %8745,
SR ol 2. 83% . AL RiIA A1555G
RAZ I A] LLAE WAl S e b A R A
T I A U M S P A R R R X
PSR RAZ R 1 ADIMER R i TR
A1555G By A8 i1 N M Zhifk 12SrRNA (1 45
F AR AN B ) T RNA, DT X 22 3 B ik 28 hi 2k R &
PR U

2.2 % Rk DNA Cl494T ®4& 2004 4E, Zhao
U T -5 AAID R ARZR G AR R B AT G
mtDNA C1494T €748 1 R 5K & » ik A 28 %5 4OkL
DNA RAESHEMIRIFRE KT . EREA
i A I AE Z N, XA RE PR — R
BRI IR LA /AT 2 R AR S ™
PE R R KA., ERRE AR
WAETEHER R DI T 18 KL KK 12SrRNA
Cl494T ZE78 b1 X ey Hrh A 13 4 kB T H
FOEREHENEE D B 1 A EETE 3 BT
137 et H 2,3 AR E sz B 2y
LSRR 9 44 H 2 B E A WA 0 s SRR
PR S, R ERMWA KRB NEES
R B E Z 0N A % UM &, mtDNA

CEREE - 4

C1494T €45 fii F mtDNA 12SrRNA (1) /N W4 T
BT 1R G A IX 35K, HL 40 A 40 5 3 0 SEL s 4 v
PREFIy. M & A Cl494T 5848 i), v] LUJE B Hr 1
1494U-A1555 g 3L it %t 3% 1 12SrRNA [ A1555G
AR & W B 1494C-G1555 Bf 3 Be X 78 45 4 1 A
W, IR M . B C1494T 8k A1555G 2R A8 fif JE
BUHT Y U-A 88 G-C figi 3 i 4 1 75 3% 4 rTRNA i i
DX R Z5 40 5 K A1 T8 1) T6SRNA (14 A1 b X 35,
SRR ARL PRI 3K A 28 A8 SRR B R KL {& DNA 5
SAEME R W 45 A T g 55 L R F 5T
R BRAEAT EAR ) AR 2 A R AW )
A LA BT 1R B s R T R R I E
2.3 % kK DNA 961 fr C 4 N & %
20981 7 T ) 28 67 TR 12SrRNA 35 [/ 961del T/insC
() DLSGZFE R v 2 AN [ BT P Y 58 28 A 1T 5] e 2 2
WK H E WS B E . Li 2559 %48 ki & 12SrRNA
AT T R G R RRAB S B - WF 5 6 % o vh [ R 1R
MR RS MAELE S IE R B LE . ]
R R — N TE T 48%0 o & L 2 25 vk .
2396 LA 2248 43 0 o AR R 2 Y
FEAEZ S AEE B HI0 1. 7% F 4. 4% 3 A1555G 4y
Bl 13201 2. 9% . B R X —A4 6 48 507 A
g 137 NH B KK & BUW 5 E Ao, 45 )
R BE R W B AEE mtDNA 12SrRNA B A
() A1555G K 961insC X H [ i % 5 € 4% . 1 £E [H]
I HEATIE ST 2 B AEBE R OEJE & 1 BECR B PR
DL 2 AL AS . IR ORLR 12SrRNA SE
X i A1555G il 961insC Ay XU 24 il fEHL [/ 2 5
T AAID W Jy #5583 . fH 3T 4F R STz R S
£ mtDNA 961delT/insC(n) A8 E 25 W1 H- 2 1)
AR . EEBEEPELAEER
RIFITA 9 BIEE R B 5 PR mDNA 961del T/
insC(n) 2878, 4 B i S S W iR P E R A2 ) 4
Bl B 2 Bl E R R o 1 B F 2 22 i B
SRR, 3 1 BN 255 38 AR By 2 2 B
FLORTANEHEHILNE ., LA LHF mtDNA
961delT/insC(n) A8 Z %K R HE M BUR R AL N
7 mtDNA 961 0 5 B3 7T B 1 A 248 1y X
18, mtDNA 961delT/insC(n) AJ fE& 1 N5 A L

Bacino
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ENPL Y/ L NER P NIRT R P S DE 270

2.4 %Ak DNA T1095C R4 T1095 fii s fi T
12SrRNA (%5 25 448 5€ I, % RNA (% P 7 7E1F
22 ) Fofr e B i BE DR ST XA S AR ORI B A
B BR i R AR e . 1095 ik T 5] C iy %%
HeFT0% T 12SrRNA 55 25 W 2L AT 254 1 A>3
1k EAR ST BB FE X A-US B i b B AR T I AN R ST
DI A5 X — AR AR ORI 1A
AW p 25 2 B T R B AR R H 2 A 4 AR 1Y
REDERAY . R 1 AHBERBALWT S Bk
IR AR R L AA W20 0 E 80
mtDNA it & B 1095 T>C pyR4s, 1095 T>C
GREAFAE X B 35t 4% b AN AH S AH EAF AL WT 7 40 0% 1Y) JR
o B R FUAR R LR RE S T T R B i
£, Thyagarajan %' X477 1095 T>C &4E M 4l
i 2% 1 W W2 B ) R R AT AF 9 L R BN I R Y AL
BERR AL G K TV 0936 PR 2902 158 A —2F ., T
AR TD 3% Mt 55 0E 5 1 40 i R A P BRI
Zhao ZEU HEW] 1095 T>C # — 4 53 12SrRNA
1) = 0 SR DU G254 A AR L AT BB 43 5 ) R R 1)
A A IR . IS B0ZOR 7R ) Al bR S L #2
FEAK—SEREI 134 1) NSHI 3% & B 3 1] 1095 T
=>C AR IAE 75 BIWT 1 15 F B9 ABE & B0 1 ]
#1095 T>C 28745, #2275 mtDNA 1095 T>C 2745 ]
fie 5 1555 A>G A @ T A EUR R .

2.5 HfaREEERET ARERRSESZES
BOH 2 M % B mtDNA & % 4 o f i T
tRNAS YN BT | i A7445G, A7445C, GT444A
7472insC, T7510C F1 T7511C % Astes) - H
GT444A =78 J B T A A1555G =75 1) H- 2 9
)RR 5 0 BIF 90 K B TE 3ot A% Pk B 2 A8 5 b AT [ )
TETEL Bk DNA A1555G 2848 5 G7444 A 578 , i
— IR R GT444A KA EN IS A7445G
ZAAY . PRI A N GT444A 2875 1T fE
HH 25T A1555G Wr J7 45 % 0y oo A2, (H i Bk =
GT444A A5 B A7 A6 BOCH B IE 4R . X & A
%t 128 ) NSHI 5 & B b A1 133 $i] NSHI &
HIEAT T OATA45G RA K I, ¥ R K OBLR AR,
Zhiyuan Li %57 7 38 28 ki /& 12SrRNA 3 [/ 1)
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A827G.T1005C F1 A1116G K AF Al i 5 5 AAID
(R0 . X HE LR AR I A5 AAID h 2 | 5
LRI A1555G A5 b A 4 FH sl sp ab 2 VR . H i o
T ARt — S B
2.6 FomlE RTAEWMKXPAERTHEM
RN B AR SR B A R U
(7 J FE SRR A P . S SE W 2R e R Se itk
AH W FIATEE, SR G BB Rk, XY S
12S rRNA ¢ 5] 2 8 6 45 A1555G %€ 4% s #
C1494T 275 1) 2 14 19 AR T VB F i 410 14 2 14
TR A 3 e 2O A 11 T R B B S 50 A R T
LN ATP 7= & T R, [ B, 3 28 501k 35 1R 1k
4 e B 3 ORI Pk 48 (ROS) 119 77 A= TR T 46 40 4%
LA FI 4H N 0 2 T IR 2 AR IR . 45 R ORI Y
i 375 V% B fLTE T O R 3 A i e TR AR XOK R
SICEL g% T E 40 6 ) RE 1) 3 2% Bk A0 B AE T 5 S BT
VIET B

LRI A1555G AR S - B R AW — 4 &
BHEHEE A SHA LGB RA, HAil
— BRI B, i SRR 2 Y S S
JE4 T A1555G B C1494T fi £ M &g R0 . 4k
LU AT REIR A A K PR EG S AE A sl 5 B
Tk DR 7 245 4 R ) R b AR AR T S 38 B0 i 2k 1A
RAA RN ZIR .

RE

A 25 A AE 1 B B A OG5 1 VR A BIE 58 % 22 11
g PR 2 TR 2 W BB YT & & T8 T FRAR 1 52
Bl A X KR E IR T M, AT L RITIER
BCR N FIGIR TAE . EFZEEAHCEH R T H
LFILKGI . 2004 4F 2 K H) A Coviello™ ™' %t 5 449
BIEEYR 3 A~ A 8922 1508 T 77w G4 6 4R 1 DNA K
M, Hd 2 997 A4E% T 35delG LR ALK A, A
67 NUESE Ay 52 A8 #5417 &, I 5% R WY 1 7 iy 1A
G0 R R AT AT . PR A M R AR 4 T R
HOA AR 1 R AR O R 2 W SR YT TAE A B )
HEZNE L, i EOIFE T 585 Hifd T
VB JAN 78 2006 AT T 4 B 19 NSNI i 7
Wi A K T GIB2 235delC F £k R & DNA
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12SrRNA A1555G W, 2= WY £E 2009 4F X}
12344 B A L AT T WF 1 5 BN & Ok
mtDNAA1555G . GJB2 Fil SLC26 A4 [k 4 i 2 , 3t
R A Rl 32 . Hoh 2 ] 25 mtDNA
A1555G A PHME . GIB2 LR 235delC 484 %748 20
], SLC26 A4 FEH TVST-2A>G Z 4 548 10 4], H-
B[R PH P 28 26%0(32/1234) , Xof 33 6 5L [R] f 5 2%
3B 5 5 B0 T B AN RE BT 52 O A A A WF
IR T HAR AT UBE — 28 28 v A A 25 AT
TUE By 1 20 1 S A B G g 8 A A R ke
o ALY 4k 22 T A% . JR I B A T Ry -2 0 R
U AT DA Jre KA [R] 5 722 i, A ] g b [
AR Y 2 A0 G ik DY sl 8 A2 2R YL O HL 42 [ A [+]
b DX 2% b - 25 A ] 1) B0 A8, 45 b HL 3 5 T A O R
(AT 26N 3 AT S R B2 R A R 2 PR AN T

164 ik AR H AR R R B a2 ey 1 © A
T B A AR S 3 S AN B AR R I IR b i B Y A5
LB R ARRAE B0 S5 TR i AR K — 38 43 i IR
S W B K T B v R 58 % L TR AR AT S L2 5E O
B f% 42 A1k 25 166 DR 7 ) A 5 R A R 3 97 T k3 A
HE— 2L WE I8 R ek . BEAE NG kR 2 AR R 2
ok o B DR R B 1 0T A A T R B A5 R R R AR
FHBL Y 2 0 T S0 BE LI D RE B 78 . B 2
Xof B2 R AL L & R 3 1K AR A R AR
I 20 Oy B2y 6 AT B2 W L 35t A% ) 9B A
TRIT PR AL A

2 % X #
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