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ARZ5G MR AL 35 A% 1 H- 52 5 2 W it 58 bk

Wk GE FRE R

O MR MRS R A LB B B2 e bt 7 M 511442)
CRE] T2 2 WL AYBOREBAT 29 60 %4 M TER 0 {619 R BF8C.  H i AR 9 .6 1 25 14
038 4 2 I B AT 100 A 4 1 A BE o 3 0 8028 96 9y G B2, SLC26A0 R BL 16
DNAJEIR . 5 F IS WTH A AL FL KW 556 4 U 06 0 28 00 59007 o w5 A L £ 4 12
11 Yy DR 2 W A T S R — AR DT R A I TR . A SO AR 5 4 i R A Ak T 2

3% 2 W B R AT 45 A .
[xBAY JELE AR R ALY 2 K2 W7 kI R
[hE4%E]Y R714.55 [ EiRiIRmEY A

22 W B M TS B0 1 S
BT o 1 H R A A 3 SR I B E AL B 1000 A
WA LA 1~2 A7 g e L™ . i 2006
AR A [ RN AR I A A R T ) AR R
NZIE 2780 TN A di & ALY 154004, B
1 IS A a8 PR3 R B 5 I R mEt A R 05 T
FALTE MR 45 15 . 2 6006 1 LR B H 2 Oy 33t
e DN 2 i B0, AR 2238 S PR WT 3 e e 15 3 DA ke o 3
JRER N B R G A O e R R R
T 70 %0 /Y 5 BRI 2SN A AR IR L X SR 2
NAELE G AER B, 55 4b 30 26 Ry 1 H Al RE IR 1 255
MERSH R . R AR LR & T AL P B2 4T & o 7
IR 3B AL I AL B R PR AL B H 2L 2 8000
Yoo (R B PR 381 2 15 00 ~20 06 g o Yo o 1k B P 3t A%
X3 B e LB UL - 249 1067 Tt 0 B At A
ML R DNA BE R BB LY 10 ~4005
Wit 5 N 3 DR 20 3 30 9 52 8 » B 2 3 DR A9 2 o2 1 e
BEBUS T ERIEES . 70 T2 W ORI B Ak i Ak
CEG AR R AL M 22 0 2 250k 0 2 AR
B LR AR AN O AL A 48 T IR 9 4 5
T AT — AR L R B R I AT R AR
HHATAH FE R IR T
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1 FEEMEREEEEERRERBMR

IE £5 5 AR B 3545 P2 535 B i B 8% S B
H AT C e A0 19 5 AR 255 IR R 35 4% 1 H 2 A0 OC 1 ik
KNEEE A 100 44 (http://hereditaryhearingloss.
org/) . ANIH] PRI | b DX 3547 AN [] 1 3808 5 PR R 58
WAL . TE AR 2R H 2SO R R, GIB2,
SLC26A4 F1 2% ki f& DNA JE 2 o iF % i £
M G B2 JE PR S — AN & B s AL v
BOT L ] 2 T BOIE 255 IR B A% 1k H 3 aR L
BT L B B R R A R R A Y
GJ B2 HeH #4709 BRI £ il 58 4 38 - GJ B2 B& [
KAL) NAELE A AME R Y 100 ~ 2507 1,
GJ B2 H A5 7 5] 4l DX K o i A6 A [m) i) 28 A8 44
A el 35delGORRRYN AR (b 38 55 E LI 28 AE
fLrise. 167del T J2 A0 KR N 8 UL Y 58 728 # A5 .
235delC 2 A AHE (P H AR i ) S5 UL i)
RAZMR 5 ¢ 427C>T 2 gl A i WL i 58 22 i
Mo #E Pu Dai S51 x5 o [ 26 ASAS [R) X9 H- 2 A
FER AL A K B TR W Wy GJ B2 PR 58748 2
B .c. 235delC.c. 299-300delAT . c. 176-191del16,
c. 109G>A %5, 0] f GJB2 JER %728 NFERY 80 % DX
b SLC26A4 B[] J& 55 — 4 WL iy H- 2 8O S A .
SLC26 A4 & N 58 22 5 KTl B2 7K 45 43 Ak Al Pen-
dred ZEGMEBVIAI S . HAEG AN SLC26A4 HE
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R AE T A 170 Z 80, HoE B R A 2 2 Fh Z 4,
FERRE B IR AN, B W R A8 & . 707T>C,
c. 1246 A>C. IVS8+1G>A & MAER W (hE ., H
AFNEEED ANBEH L IVST-2A>G K . 2168A>G fx%
HOLI T kAR DNA LR 5 S L P &
i B I AR 5 A AR R S AL R H R DA T
w el OB R . WL RAER 12S rRNA JE
Y m. 1555A>G fl m. 1494C > T P F, H
m. 1555A>G fE R EHHFZRE P RAEFTL N
3.9%™, GJB2, SLC26A4 F1 4k ki & DNA 12S
rRNA K&K 288 7 30 [ st A PE AR SR G AR B H- 3 i %
2 SRR E LN A 33 %00 L WA R B I N M
SRR R 3K fH 5 A M 2 O A Ak T RE

2 FEEGMHEEAUEENERDE

oy T2 Wi HET2 WiAR L8 5 IR B s A P L Y
FET k. AR LR G NE Y 5 A P H 2 R Y R R
WIS WA F] T 45 T 0 R E— 2B R YT DT B
A A B O E A E R S e R AR O
RANL PR AENT S READ TR A E
REX . HHEG x5 28 i st 3k 12 W 2 1E
[ A AT J L 7 A L B 9 - 3 A T 7 A o 78 — 22
AL s B FEAT L AH TR SAS Y D PR R REAE
A AT R TT . -8 A PR A R ARAT) o A W s g
% . LG EBE R ZRE RN W Tk B84
LR LR,

2.1 Rem@E R pu-RA KR BEKE S A K (poly-
merase chain reaction-restriction fragment length
polymorphism,PCR-RFLP) @G HEELESER
B2 Wi 5 v . I BOR Z B R T R R A AL A G
PR R B A X 5 A7 8 A8 L i 1 J B B A B
Bt AT PCR 438 . % FIAH L A9 FR o 44 9 0 g 4 931
Xf AR FNEF A () DNA Jy Befb A7) . th T DNA 7
G158 S i 5 1 DAL B R O AN TR BE ) T
TI7 8 5 %08 77 ) 64T BB W R 5 v K AR B0 i Uk A
X3 XT3 [ R, Pandya 260 BLZE 1997 4F
A FIZ AR Z 5 R LR DNA 12S rRNA JE [
i m. 1555A>G.m. 663 A>G } 16S rRNA FH
M m. 1736 A>G RN R AT . Vivero R. ]

CREFRIZBRE LT ) 2017 456 9 5 4

Xt 217 £ e g A AE B H B R H R L PCR-
RELP A6 0 20k /& DNA KL FH 1 3 A8 UL %8 42 5
(A1555G . G7444A [ A3243G) , 3F F E 00 2 = m LA
BAE . 3 A% UL 2R R DNA JE [H 28 28 1 A6 H R oy
18470, WOk DR s MR | ) 20, 35 A /) iE 5 A
A 53 BRI AN T SRR AR o BAETERY SR AR
A B[] P S 000 A [+) e AT ) 22 A 9 A8 A A G A T
ZARAL A M FF B Z ) PCR, TAE# K Z2810E
3o 3 AR IR A A4 P U0 T ) i S 0 B 0 R SR
7R 0T A AR PR PR A OO (B DD AN 58 40D

2.2 %4 # F E% 4% XM (multiplex quantita-
JE I P il
7 I e A I A P D ) B A R AR B AR b —
DECHE W % PG HE AR K AR 32 4 ROV I S AN 5
't B P i 0 DU 2 516 9 2k 5 A R i T U AS B R
Az 3 B RN T 9 JEANTH K FE SR FE AR FI LCR
BOREGE G R BERE B0 AS ) A4S 0 A7 A e AN [
P Be i 9 6 3 R AR i #R B o A T LSS AR — IR
o7 R T 22 A 3k A7 B A R AR A DL MQ-
LCR XS 98 44 H- 32 B L EA7 6, 46 0 2] GJ B2
SR RASEFE I A 29 B, Lok ik DNA ALS55G 2
FHA 4 B, SLC26A4 HFRIAH 15 Bl %7 ik #
PR B PR 2 0% AH A I — IR T AL R HL
AH T I B 1) 9 O B AT vl RE o A — € AR B R AH B T
e 5 ) Bk PR 45 2R A R 58 3%

PAAZ T 8 2 75 43 AU (single nucleotide polymor-
phisms scan,SNPscan) $i R FiF REZEY R4 H
FRA W B TR 25 AR B it B2 R o 45 1l i
2 BN R A S 1 S 6 SNP A i 4 o7 4 BT Y AR
S K e I TE IR R Bl AR A4 BE 9 3 iy
ST 4 LA R 3ok 3 42 Tl 0 42 52 0 BR AR A ORI AN
(i) 4 B2 3 42 77 0 o ) T b 32 20 6 18 3 T 5 | 9 X 3
PP AT PCR 478, 38 i %¢ ' T 448 1 Uk 47 3
Pt AT UK 4 25, B g 8 it X GeneMapper 343
Bk B & 4> SNP A7 g (19 3 B B Chttp: // www.
geneskies. com/index. php/Index/fenxing/fid/60.
htmlD) o FA7 v 5 200, g v A P RS A
S B AR X K T 225 Bk g A B H 2 R
& AT H L 0 A A SNPscan $i AR X GJ B2,

tive ligase chain reaction, MQ-LLCR)
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SLC26A4 F14% ki f& DNA 12S rRNA 3 4~ 3L FH 1
115 AN i AT 58 70 6 0 4k 8 3] B g 35 PR 38038 3
111 71 (49. 3% ,111/225) , & Sanger | JF 5 iF , £F
G5 100% .,

2.3 MR EAE L 5 (denaturing high per-
formance liquid chromatography, DHPLC) A% {4
R SSCHORH £ 35 73 A & — TOUTE B G 2 22 25 1 20 B A
A P ol B M L Uk R iy b % R R I I 2 A R
GEAF R A . T AE TR A 4 AR R Y AR 1
TR 2 A WU 5 i A U A R R R B s ) Y 22
S TT LA SH 43 AT S A% AT R 1 R A R 2 S
Zainal %1 SR AR M 3 ROHA €23 ik X 91 1l &5
BAE R AL PEE 22 L e 91 i Wy 7 1F % L & YE AT
GJ B2 KL, %) 5 25 H 10 58 48 7 s 14T DNA il
J¥ 78 32 Bl L K& 37 i E H W Jy L v R I
GIB2 R£H A, sANE Xk A 35 NFKEER 38
i) v F P R R AR DA R RO B T S
FEB A3 A 4T SLC26A4 R 40 My » & B 32 A~ JBiiE
HWET A SLC26A4 BRI =78 T8 ir A 2 K &
RAFKR LA 91, 4% (32/35), Mk B A il A
I PR G A S . (A R — PRI A R
TCk 1 BAR G AR A Jo 58 4 A SR IR TR Y
FEARTT AT DNA W T 7 2 v BOA 24 £ 2 1% 5
TR T LR AT L R 2 R AR R B AR
BEA B Bt 0 HOR N BY 25K 8 i DR v i 1 52 BR
il Z TSm0

2.4 ZEFMEFEKFME PCR # A (multiplex al-
lele-specific PCR,MAS-PCR) £ & & fo 5 [H 45 5
£ PCR #AR 454 1 2 # PCR FI4E A Jk K Ry 5 1
PCR 1 J 2, AR 4l R AR KR L& il £ 41 PCR
G140 .38 338 2 i 4 A R L AR — 4 MAS-PCR
PR L 5 B B L VKR PCR 7= 4y v 2 45 77 A A L
FRE S B 37 mT DA 0 A A R S B
XA SEAR 0 T H W K R R A R A TR R LG
F . 1999 4F, Scrimshaw 4855 ¢ YH% 2 5 45 (0 S B
PCR # A W T £ B4R 12S rRNA JEH A1555G
A8 R I, S BB PE 22 N B 12S rRNA 3 A
A1555G 28748 28 15 U Ath [6] 5¢ 8- 3 A BF & 9 2 AH 0L
F8 MAS-PCR J& — B PR3 | 28 3% LA 4500 A T 4

CERA - 49

A Esteves MC 48 4] 18 T 1 Fl 2 5 46 i BE [
PCR FAXf 101 4> H 322 85 JE4T GJ B2 3£ H1 GJ B6
FEPR AR R L 6. 9326 1 (B Ol GTB2 £ c. 35delG
B R AN E N GIB2 35 GJB6 H&[H X E
43 2878 (c. 35delG/Del (D13S1830)) , #B # 41) f
FH 22 T S50 3 N A Sk PCR [RIIAG 0 138 9l A 25 4
fiE 2% B 2 B 1k DNA 128 rRNA B[] A1555G
F1 C1494T 2878 , A1555G il C1494T 248 [ K 2Ry
7.97% Lk DNA I Py 50 UE . AP 7 7 B R Ay —
k. AR R PIR PCR AT— U EE B HL 3k B AT A
FE LAY, HA TR PR 22 5 A RS R A T
BRBNER R . Bl TR R e s,
FESELEAE DL R B 51 9 0 37 A o i 5 5 5 AR R L
b SERATT T HEAT 77 A R AT RE 551

2.5 EH R % 547 Chigh resolution melt-
ing, HRM) 2P0 K7 Al 2 AL L 4w G AR TT
R T T RAZBE SRR, 12 B ) BB
DNA 32 A fiff 125 B S 5E A% IR W) FRLRR I & R 4R ik B
IR T8 € D15 5 22 Tl Je ik T £ 1 5 44 A i 2k
A8 Al R BB AZ R M B 22 S . AR A
[N R I RE = B =5 N = = P
PRIES 50 2 A A Jeorb s g i 28 Tm 53 20 4
AR I PCR 268 250 186 i W E L S T 26
DN 15 R il 28 4 A B R (multiplex fluorescence
melting curve analysis, FMCA) , SZ 3 T £ 457 5 F Ko
W AR R A SR
e AEREE IR S A TR . FA1E
AR R A I O S ATS A R BR S 5 2B KR 51 )
BB U B DNA BibR i & \PCR )5 Z R
M

2.6 EFHEHBHOCMEREE KATHERIEREA
(matrix-assisted laser desorption ionization time of
flight mass spectrometry, MALDI-TOF MS) it
TR FEA B - FH — € 9 3 O IR A AR 5
HE T B A e 8 ot I L R S5 DA SRO'E Hh I ARE L A
sty PR O R 6 S it 22 ) R A L A B AR A A
TRLES AR AR A L VR T s G AT
TE AR AR 3k R I s 1) TRAT I TRLAS 8] R i DA X A3 A6
I CRg 1 Jo A f A BE S G TR I R)AIE EE D I )
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ARATHE il 43 F 09 AR T 43 0T, DA T A o 5% AR L
A5 w5 20T SR i MALDI-TOF MS %t 454 4]
JE 25 A i 70 2 R0 A R DL 1Y 4 A HE R O SE
1 20 7 AL HE : G B2 (c. 35delGLc. 167del T . c.
176-191dell6, c. 235delC, c. 299-300delAT), GJB3
(c.538C>T,c. 547G>A),SLA26A4(c. 281C>T,
. 589G>A),IVS7T-2A>G,c. 1174A>T,c. 1226G
>A,c. 1229C>T,IVSI5+5G>A,c. 1975G>C ,c.
2027T> A, c. 2162C>T,c. 2168A > G), £ ki 1A
DNA 12S rRNA(m. 1494C>T.m. 1555A>G) , i
o P BRI Y R S, AR A R IR 100% . 14
AREAG KM K 2 3 55 R E L v e IR
A AL o A R L 3 G DRV L RO A T 5
LR XoF 0 BT A it 118 3 5 i A e o SR L B T
R JENT XA B A% B 5t & Tl N AT
S L0 32 B BR

2.7 AWM AEA 20 el 90 FERE R R
) — ol L T 05 0 S AR W B R o e A N AR A T
43 AR 35 R GES R RO GBS e 3k RS g SR AR TR
B O 20 AL A R SRR R AT )
1) DNA sCSE % B2 R Botle R e T % B [ 5 76 36
BEAEEAR L REE R 253 POAR DS S IRER 4%
2 UEAE 8 S OB AR 9 k5 55 5 HE S 1
FARAGFE MR AEGE RS ZHARARE®E.H
AR R L SRR B B Ak SRR A BT T I R
A AR S ][] P 58 B K RE AR 11 22 B DR i A L 12 W, 45
P75 45 325 2 0 B Rl AR AR, KRR T 12
Wirak e, [ N b2 A R RS o B2 AR A
HEAT T K W N A WF 58, Phyllis Gardner 255
2006 47 N H R SE B TR B x84 B 2
( GJB2, GJB6, GJB3., GJAl, SLC26A4,
SLC26A5 F1Zk ki & DNA 12S rRNA ., tRNA-Ser 3
198 A5 AE 7 S AN .t A s R A-
PEX . Invader &t F & £ A, AT LI R B 41 6 80 H
AN GE AR A R R AT R 3 R T ARSI R A A
BA AL . HETE N B A o R A )
A B B & 0 o BB RS e T[R4
A (GJB2.GJB3, SLC26A4 14k ki &k DNA
12S rRNA LD 9 AR A H . s L £
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AL R DB g 28 2 PR S A L S AT A B
E AR I TS U A7 855 A W A7 A5 R 22 R 16 AN
AL T A 5 BRES R BOR H AT A7 A8 1 22 k- A Y
(L CReR ek b B LR 7 S A R R
S 4~5 A 5T I 5 R A B L A R T
WO T B 53 A O A H A R 13 s HORB A — & 4L
H ) DNA SR @ T 3R W) b A AL s A R X
Wk A 5 A48 22 A1 i) H A 58 722 S8 AL A 4G 1 R D A BR L
2.8 MassARRAY ® 4 FE 7 # A MassAR-
RAY ®7r 7 & B 5 £ R 02 Sequenom 23 w4 H Y
2N T N S e T I 7/ B L Al AR
MALDITOF Jiz 3% 4% AR AH 45 5 o 52 803 R 43 B A )
R T BRI BE S 1 B 1 ALK T SNP A i B — B¢
A AER VAR R P L dANTP 48 ANTP, i 45 4
1 SNP A g A0 AAE A — A g 5L B 2% 1k, AR 4l SNP
AR B AN ] S R 5T 4 455 A [F 9 dANTP, T H A7
AN TR 4 5 SBT3 S BRI RT A IO LS 3 R O3 25 5
M SEEE SNP 23 BUE) H (. ] DL fe e 235 40
it PCR 5z 07 1 PR R ARG 0 o LA o it 1 s o
1R R BEORE R AR A R B SN, R T AF AL L. Svidnic-
ki MC Z£H 2 B MassARRAY iPLEX ®4F F & b4
IS 180 £ H-2 (AT 17 DB 94 DRAZ
SR, e I G B2k R €A ik R d e - IRl
SLC26A4 .CDH23 . MT-RNR1.MYO15A F1 OTOF
DR A N R AR TS 97 0

2.9 SNaPshot LA & —MEETIOEHRIC B AL
S A Jir Y A B HOR RN . R 2
PCR ¥ 1 H 1 X UG » 2 S5 IR 51 W) SE b bR a3
18, G UL HE b — A5 6 AR A0 1Y XU A% 1 IR
JE 2R, AR S A ) B Al I A Uk AT i By
BT s A2 T B I A 5 R RS I B T R 1Y
GG, AR H Uk U 1) B Bl o7 B A I E AR S I YR R
B AR 5 0 1 206, 0 A 57 S R R RE 2R A L A
T S PR AR Y 6 R R LA L i PR
MEG S S . Bardien S 2N A5 R AE AR A
P B ARG M 5 2 B0 i 25 W) B A OG0 5 &
i fk DNA 3% % 25 [ A1555G. C1494T . T1095C.
961delT+C(n) F1 A827G], &k B 7 m IF 22 A I 5%
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m A1555G AR Y HEHF RN 0. 9%, Borum S -7
R IE R AR [ 197 Z W I IE# A S 139 4
BreE LA om A& 7 D E W BUR R 2 S (G B2-c.
235delC,SLC26A4-c. 439A>G.c. 919-2A>G. c.
1149+3A>G . c. 1229C>T .c. 2168A>>G L AL {4
DNA K m. 1555A™>G) [y #5473, K 3R 43 331 ok
4.06 01 4.32% .

2.10 DNA M7 BRIy A4 DNA R BEHY Bl 5
Fedl. HEH T 00 B H R 322 Sanger 55k B
PR S 48 B R i 2% 1F B Il Maxam ;. Gilbert % B
AL R s . G5 T B £ 1 /& Sanger M T 5. B
Sanger M 7 B A B I ¥4 BE AT 3K 1000bp , fif & 1 152
IRCHER 05 99. 9906 © Wk I FP /Y B b o . C R
A HARN- G ARUE L 25 R UL A A S
B T H 2R AR OGSO 28 728 7 8 T8 R E L Bl —
AT RS B EO A0 R 0 AR A T R A
FEI & BN B3 2E5R g L RS ) 3 45 A BR 5 iz ]
Z BRI

2.11 T — M F % A (next generation sequen-
cing,NGS) s vy i & 00 7 o sl % 3 0 P foff - 2%
FE PR B 5 RIBE RLI2 W 28 A — 1 T 1 e A R B B
A0 45 4 5L R 4 3 F 2 R (whole genome sequen-
cing, WGS) | 2 4k & 7 J¥ £ R (whole exome se-
quencing, WES) | H 5 J¥ 51 4ili 3K I 77 £ R (targeted
gene capture, TGO A - 4 4h i 4L J5 R Hy
SE [A] A BT 40 4 3k (targeted exome capture) , J& 41
I 1B 5 4 0 DX Bk B Sy E B B B A1) A0 1 4 2R
AR A B R A X8 1 423 Ah B )3 91 O 64T
AR o ph T DRS04 P R e H 2
g B PR Y A 2 B BT U) U R A SR L A
LI A A1 B bR DX R N 2 i PR K B Y 2
100, PR bl A7 4 5 BX 4 e 90 0 o 22 35, FLE H
b DX 2 S R A TR S A I . H AR S AR
I g AR S ] T A 90 5 R 5 TR i B A H IR R
B SRR E R E AN G AT AR B
S8 DB IR 5 AR AR AR 0 3 2 X B ik A7
JPH s HETIA A H RS 50 4 000 T R 1 fe KAk
PAET ATAT — A 2% R 114 Kk PR 2 X R m) DLl 3
TR B B AR H bR DX B D R R

c #RA - b

i DN B R A i S BN AR R R A G
BN EL P A R RRRAR ., AT N 4
SR FADMFEAR Y E 2 M RE N — DK RNEGE
SEP L 11 44 5 R 6 AT 4 A0 1 4000 I A o
TEHEPA I % B 5K FR R DL HE AT M 3 S R 5 AR 1Y
Sanger ¥ 5 i, i f H- & 3L K ACTGL %6 4 b
T c. 364A>G(p. 122 V) RAF N iZ B H# K & 20K
JEH . Baek JT 48012012 4 4f3H 7 7E 8 M E R &
UL 80 STV R 5L B O B bR X KR AT
WP RIEFE Rt T 5 A KR O R R M gt
&,k 5 FAS [ BUw B 5 AN AR R, o 4 A4
ISP SR SN A N s A YRR E S PN
Xue Gao %57 X — it [/ 58 R FAT 8 Y@k AE L8 &
TEPEH 225047 R H AR AR B AR 3k 82 A~ M H
F IR AR 2 B B A WA B i
TMCle. 1714G>A BRI R Z P L8,
Gu X R IE T X 63 & A AR SE A I B2
ABE TR B H AR S04 AR BOR AR 131 A
TN ER B L L SR R BB S- 17 17 91 43 B, A 1 14
AHOR B A 10 A R SR R AR . AR Y
FEAR AT T I A A R Ml 2 8 1 B B0 Sk
HIE 5% 3005 BB A AR AT 4 15 DX 7 7 6 38 o O L E A
PESE S B . (0 BRI A LA 2 - © H bR T 51 4
ARBCARAE H AR DI A 3 B A7 7 A £ o 45 1 il
TR BE AT DA — s B R M 27 o AFL 2 AT A 8 43 X 3 M
PAART 3R 5 @ KM - 15 0 e o 35 R 201 45 9 25 S 11 G
I ELA Sy B 3 3k 38 a0 R R B A b
kT W T IR AR L (R L R AR
FEAP SRAIG T A5 5878 1 A6 0 s @ K 22 %A 4 5 7 41 Fl
FEWL 5L 1% 2 W A8 i i TG v I FH A2 % ARG L AT g A
W AEAE — 7 W AR B P 25 98 s @3 4 AR AR5 11 K6 45
AR T B3E 13 Sanger ¥ 45 )5 AT I AE ; © 16
REE BB AT RAERFE LGS H &
A OG o B 43 9 A8 1 S0 PE 3 A 4 1L T B I R i
H) B A S 1Y 23 AT

3 RE

L3 — ™ B 5 R N D8 A 3 A A R LR
s HXFAS N AL IR Z KA F e . fAT
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T2 R B R H A = A 4% ~500
TSI R H Y o 18R A L b 5 i T R
B0 HE D 07 A Al 2 SR8 W L T i S 2 B0k Bk I
L EAT o TR B 1 A 2 . X BRZ [ B2 R
LAt A7 0w UG+ G T CH 399 A5 A L T 3 B W
T AE) AT B o SR I AR R T2 A
BB AT . 2 RORFEAR e R B L
H A R T e N D B A R T R
SRR TR A P PR R LA R R A S T A% R
AR S AE AN [l AN ) b 3 38 A R K 22 5. R
LR R R AGTE R 2 W, oy T2 Wi o £ 4R B
9o D DR L PR 0 e R 32 Wl A0 O J 7 2 T Y 2 T B
KA T EAR R . b B0 A% i A DG B AR A AE A
A0 i i AR H 5 AR B B L A5 LA R A5 A
BRI W E DR R I 7 5. T — AR
R BE R BUB 2L N B 58 728 i BEASL DM BT A7 B 2 AH G
LD BT 1 LS o R R ORAR A — Bt
[R] P AR 55 ik 5t A% 8 B 2 S DL F 9 1) 3 2 - B
(EAZEAR Bl R L H RG4S 78 5 P8 5 1 22 05 Y
] FEUA o fifk R B 52 3

2 % X W
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