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The molecular genetic characteristics of human primary myocardial disease
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(1 Faculty of Life Science and Technology, Kunming University of Science and Technology, Kunming 650500, China;
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Abstract: Cardiomyopathy refers to the lesion of heart muscle, which is caused by the structural change of ventricle
and the dysfunction of myocardial wall. It is characterized by the changes of the structure and function of sarcomere
proteins and ion channels, the influence on the supply and regulation of energy, as well as the alteration of cell
membrane component. Primary myocardial disease is a main type of cardiomyopathy, with the lesion confined to
the myocardium. There are five subtypes of primary myocardial disease, including hypertrophic cardiomyopathy,
dilated cardiomyopathy, restrictive cardiomyopathy, arrhythmogenic right ventricular cardiomyopathy and classless
cardiomyopathy. It has been proved that the cardiomyopathy is mainly associated with the variations of multiple
genes that encode sarcomere proteins, desmosomes protein, membrane proteins, calcium binding proteins and
mitochondrial oxidative phosphorylated protein. This review summarizes the progress of the molecular genetics of
primary myocardial disease to provide a useful reference for its screening, diagnosis, prevention and treatment.
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Lk AATHI B SRR BB R
REEZMARA R, HAERE DR T
LHOR R B RARWAH LR3I UIAL A
KA, GORRA, WEETH. A, HES%. O
I BUR A O WU 0 B B AR AR LA 20
AN, TR SRAR 1R R R KT 70 5 i it o AL A 5%
M A, A — SRR M B A 45 & R T K.
Xt IR MR U R 20 1 AR A R PR N T 18, A
MITARBEZB e, fd. SR ANGIT

1 REMCAISE D RS &7 7 FHLH

PO NUREAT R 9328, FF AR G &
ITHIR, 2 ORI RIE T LRHA AR AT . H AT,
VR 2RI IER 28, HEZERA 1995 FH 7
A 2L (WHO) A B JIE 5 BK A 2> (ISFC) Bt
A IBRIE, ZAnR i AP A FE 0 L9 43 9 P
KRB - 5 RO IR AN JE R MO LR P Rk
PR WUF ELFE AL NUB R A R0 LS . REER IO
IEPI 55 5 JRUR MO NUR MW TE S AT B8 o AR
AU §ak BL0 AU PREIELO IR . Boi
R RAT O O NRAITE IR 5 FRad ¥,
1.1 PEERLLALR

JEJE AL L (HCM) A2 iR R 1 0 L7 #3222
P, 20 thad 60 FARTE — AN G o ik B st
R E R RBLY, BFF BRI O EAE)E
O UUEERE R, A7 0 ZE A0 R B 000 2 AR SR A I,
T3 BRAZ AL g O JULAH B R 98 1 BEK A% K BT R
O LEF4E X ELEE . HCM 2 55 — AN Mgt A% £ B2 i) B
9 DRI Ao JIE G 1200 A2 5 % R A S P B D PR 3B A5
KLAH 50% K HCM BE AFEEEE ., 245K
L) HCM EUR 2R RZ9F 30 24, AFE 400 R F
RAAL T 2006 4, 36 O B P& 4R HCM
FINEBAL O WURE REE, 7R E, MIER BT
R E HCM SN R TER . HCM (1)
SRR ERLIN 1/500, BEFLTRE G, FHT
RKLIN 1%, 2004 4, Zou 5 " Xt oA Tk
E o N RN (3L 8080 A, Hh Bt 4 064 A,
L4016 N ) BEHLAhE AT A O sh R, K
W H o E HCM B S5 22K 2075 0.8/500. R ILHEDT,
HE B E 04 200 77 HCM 2 4, ZRthEH
AEFIZE ) BB R E R (B 1).

L 2 1 L R 28 3 A2 HOM #2550 Ji B 1),
OO ENLT E BRI 2 fngn ez, WU B R

FHORAL R RAE, AR 1 LR EE B ALEh & 2 (8]
P2, o748 T DAL N A5 (5 5 iE s, 5
i 7 AL R B AL LBERI 450, SECOAETH
REAS A U0, 0o JE JIL 9 485 7R R JHL A S 205 236 D) UL 1)
2[16-18]0

TR ILE HCM KIBUR LK F 34 4>, BOAH
LR F A LR 6 A, 43 Al gmid i 8 BN : B-
ALERE A w4 MYHT). OULILERE A4S E A
C3(MYBPC3). - WUULES & H T(TNNT2). 0 AL
BREE FR8E 2(MYL2). i LB R B i (PRKAG2)
A oo- JRWLEREE A (TPM1). X 6 AN RE AL T 0L
P2 Fngn L2z b (B 2), 80% LA L[ HCM &
HF DL 6 ANJER A A s AR s 1
111  B-JLERE A EEE(MYHT)

MYH7 JEH F A A O ERRIE, (HBH—
BRATE S TRNAEN TSI, BEEEHI
2 AN 22 32 5E2 SN T BE . %R AL T 4
Ok 14q11.2-q12, 41K 29.924 kb, 3L 40 PMHMNE T,
it 1 935 N FEIRIRELN B- WIBKE T HSE, 29
— IR HCM BUR AR, Eom 5 HCM g
MBI 25%~30%", 2005 4F, Song % P w3k [H
100 2] HCM B 347 MYH7 SRR A5Gy, KL
ZHERLE HCM 9 [ 800 2 =ik 41%. 2006 4F, A
KA Pt 25 i E DO HCM g 33817 MYH7
BN, EFREEREI T pR723G RAF, FHE
SET MYH?7 2 35 B 52 1 R JE 2R 00 JUL95 S5 3 R 4
FUR LA, 17 p.R723G FEARAL i A TR S R R
RGBS EUR A . R EEak
LAY FARAL p 3T 200 A, AR T MYHT 2otk Sk
Ui (1) ATP 73 il fr i MBS s B A, FRIR T
Lz g2z s A g, S B IR 4Eis 3 D g
TR P,

112 DAUEREE A 454 B E C3(MYBPC3)

MYBPC3 i TSR X, RS L
22 W BB RS S, BT IR ER OO I A Y
RN, FFxS L B &5 4 o Bk A AR A P
MYBPC3 BRI T304 11p11.2, 421K 28.297 kb,
WIS EF, KN ETFAS g E
FI, 25 2~35 MR TS 595 1173 AN EEIR i
FEMME AR . MYBPC3 B[R HH A7 f 2848520 T
WUNTE g5 A Thae, QIR EERG . ATP BRI
P AT Ca™ 1 iR M 25 1Y, MYBPC3 3t [ 58 A B
HCM 5§ HCM 3% 1) 20%~30%>", £ E K% N
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18%", MYBPC3 $:[HA8 57 )5 A £ F, (HETHAL
SRS B N H o MYBPC3 5 R 538 (1 oY P 1
IR 2 1% ETEIZ) 5%,
1.1.3 OIS & A T(TNNT2)

TNNT2 2 IS & E &k — 5
TNNI3 J2 TNNCI &6 88 &4 (K 2), FF5EN
BREAMABIEALS, 285 RN RS
REFERT LT, X O AN B P i 4 & 5k Th e R TR
F{EH . TNNT2 B[R e T 1932, 316 N EF,
42K 25.664 kb. TNNT2 3[R 587405 fip FLARIE T 1994
, CEKIA 31 FRAEE HCM A%, &R T
A TEARNT 25 15 HCM B35 18 3%~7%, 763 EAH
SR, KZIN 2% FEA Y. TNNT2 R RS
FH O WUAB R R 25 5 51 R VR R FE 7,

1.1.4  OHEULERE A RE2(MYL2)

MYL2 7 —ANg54 Mg [T RESR, x4
FRO WA S5 M AT RE A 5 BB R . ZEE R E
Bz T 12q23-q24.3, £ 16.733 kb, 3£ 7 440 & T,
Gnhis 166 N E AR AN EAMR, WAL KM 10
ANRAAL A, Hod p.A13T. p.E22K Af 5liE.0 =
B, p.F18L. p.R58Q Al p.P95A 3 HCM % I

g\o e

Q]ARAR!
qqq‘\;\b\:bbb

‘\)bb\)

A

>

b |
e ‘

RO hEAs

RN

N = B E B,
1.1.5 P LSRR (PRKAG2)

2002 4, Gollob %5 P ¥y ¥kl PRKAG2 J:[H
(1) 5 AF GE S HCM, R 9 AR 3 A JE 250 JUL 5
S O I R R R AAE, R TR
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gL AR B 1 38 £ 4 (autosomal dominant inheri-
tance) 0> If 5. PRKAG2 % [X A% T 4 £ 4K 7q22-
Q@l.l, R—NmEERTEH o By 53 AN
M2 A0 (B 2), HEE %Y X PRKAG2b
16 MNE T, i 569 DR IEMR I AMP 0E &
¥ (AMP-activated protein kinase, AMPK) [1] y2
YT A R . AMPK 2 40 il PN ATP 55 2 (148
WHMER AR, 2 ATP W AEFZ 1Ly ADP, AMP/ATP ]
Ee b, T AMP @ 5 [ sh ] X 5 y2
VB IR AR ELAE T V& A U ()30 AMPK, S0 4
ML & M5 5 R84 FF I ATP. 24 PRKAG2 %:
PR SN N R S R R S N N
PRKAG2 #4545, f Ca® FIfREME 3R,
SECLVIN A R, LA SRR AN R
A ATP, sk DaesE, Rl O R atae A
B, BATEE O NUIR R, B gf A MEE R
AMPK AV S 1o 3 £F 4 11 B 5 A0 A 5 BELHE 1 43
TFHEE, AR IEIT O EL AR B BIH
BN 2IRIE T 9 f PRKAG2 FERIRAE, {045 8
FhER SCHRAZAN 1 PR RAE, s URAE p.R531G
RE BRI O = TUBER A AR AL UL JE S8 AR,
i CHAF p R302Q. p.T400N A1 p.N48SI B 5l it .0
JULEH A PR R [ Jo £ 44k B2

1.1.6 o-JRHLEREE H(TPM1)

TPM1 3 M5 2 HCM (5 HCM 8 1 1%~3%.
ZHE R ARSI, B H AT R T SRR A
11~ TPMI R T 15q22.1, 424 36.227 kb, JE
14 MM T 2003 4, Jongbloed &5 Y i it i 84>
TR BT 93847 15 p.E62Q 5 2005 £, Sipola 25 P M
11 B 13 &4t HOM BRIt &SI T 5 5

1.2 ¥ kBLOALE

kR P (DCM) A& T 878 1 O 58 e
DU EUAL, o2 —Folr DL BRI S0 == 47 5k AL == U
A5 T RIS (10O UL 5 ERRRAE D O JULBE A 38
OE R EY IO EE AR AR Y. Hik R R
NOERE . O BhkRE EESE, TESEE KR
KL 1/2 500, F 5K R0 (LR A 0 1 F1 e e
BRoO TR AL, A MR IIRTT Tk 1ZAET R
B, 5 ENTRIEE 15%~50%"". DCM 5 £ fil A
FHXK, WIMRNLLT 3 F : SR RAR A 5k
RLOAUR R EE G A 9 Tk AL O WL A E B f
TS PE AR Ak BL D LR . IR AR SS9k

B, W 2R EER TR, KR
PE IR AL LR (familial DCM, FDCM), {H 545 %
R A BRI N T RN, WEEtL 4 S
AR, B ) HERS T BE RIS R R B R E,
ik 35% [ DCM B A 5K Lo %00 &
WHZH, FEROREEERE. w YOk REER
i, X EBE FIZE R /K DNA #i4% P, Hh s
DL A2 8 e iR B VRS R R PR i8S o« B H RTA L,
T2 R I 38 AL RIAH JGAL s I R AZ REE DCM.
LU L R g 5 1 B A % 42 E (LMNA),
LES £ [ I(TNNI3). o~ JE LBk & H (TPM1). o- O
ENLEL & H (ACTC). 2§ A (PLN). Tafazzin &
H (TAZ). W& F*% A R & B (DMD) f £ i 44
DNA (mitochondrial DNA) 2 1) 25 H o

1.2.1 etk B g%

1.2.1.1 =2 & H(PLN)

PLN SR i 2 55 . 208 o —Fhis
BE, AONUEEZEA R T, EAEBRILR
BT, BEWHHOME UL N Ca®-ATP B, FEACH
A ). IR EAN T 6q22.31, 4K 19.146 kb,
2 MIMNET, gmhl 52 ANEIERR TR . 2003 4,
Kamisago 4 " % L PLN 3£ [&] ¢.25C>T. p.R9C ]
B SCRAE A LB RS iR AL O LR . A% PLN-R
9C L FEPR /NG, 75 20 M A A 4k 7K F & I PLN-ROC
L TR /N BRAS R B ) o IE LR X Ca™ -ATP i,
Ff H PLN-ROC ¥ 3L R /MR B AL
1.2.1.2  o-CHEALE)E EH(ACTC)

ACTC H:H 2 NS KB F R 2 —, %
T o ORsF, AR A — AN AR i e o A A A
IR A AHE, 53— B AR s Al Z 5 OV A 5
FRIE, AL 0 E ARG . %L 2
BB — AP I DCM A1 HCM 14545 30w 2
B B, g fr T 15q11-q14, L6 NANE T, 4
337 MRIERRIRIEN a- DIEAEIE A, & L
FDCM Ui . I 24 7E ExonS fil Exon6 1435
RILT p.A312H Al p.E361G AN RALAT 15 5 FDCM
AW XA S R AR AR T LB R AR Z
ity SR B 285 A U DR S LR, AT 52 L TL )
SEFIRITHRE .
1.2.1.3 L EHEH(LMNA)

LMNA {7 TAZREN, B — A 4E R R B A i
% (K 2), B EEEE A (desmin) ML K AUAL22 K
Ve gli% T2 8 (10 LMNA JEH e T 1922,
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ISR AT S E0R R 5 DCM BE 120 100%™, %3
DR A% S AN B 3 B0 B LR A% S pE 28 ), 1 AL
REEUE IR RAEFN SRS o M B A R B A 55
122 HHL kR EHE

1.2.2.1 U558 FII(TNNI3)

TNNI3 B gt O iR et =, HAE LU
KiE, RH ORI DCM F G oA Bt 20w
FH. ZEKNEN T 19q13.4, 8 Ao E F I gwiY
210 MEIERIEIEMNS E A, AE OIS & E
SEWMMLRALZ —, 5 TNNT2 f1 TNNC1 45 &
E—RHABMENIEEAE &Y. DS EDZ
WA, ERHIENEE A - MERE A AHEAER, /i~
SREGUYLRA o, DT R 0 L2 B B W A
Murphy 2 " @ iE %t 235 472 DCM i FIFE R i 2,
{E TNNI3 5[5 i) Exonl | & B — A8 f 48 SR AR
£ 5L c.4C>T. p.A2V, ESE T TNNI3 J§ DCM [
Pt R B AR I BUR HE A .

1.2.3  XEHURE

75 DCM A, X% B 38 A% (1 45 o500 2 MR 45 iy
DCM R RARFERHA K, BE2 R ©
SR IR X BRI B L GBS DCM 15 R
A : TAZ f1 DMD.,
1.2.3.1 Tafazzin [1(TAZ)

TAZ JERE AL T Xq28, F 11 MNEF, dafd
Tafazzin &5 [, TEOUURIEBULFEERE. Bl
AR RIZEER A 4 MARME R, B GE
FEAE 4 RN W, %I R RAEAR
A FE DCM, 1T HLREEC P4 RS 58 T) 4T 436 A 0
1232 WUEFHFRAREH(DMD)

DMD 3 [N 52 £ F Xp21.2, 3t 85 M4k &7,
it 3 685 NAFERIIPINUEFRA REH . DMD K&
DRI AH DR AL s AR, B HIVLE 77 A R 8 D,
S IS AR RS 5 e S, DT S 4 A e AR
BE ¥, Ortiz-Lopez %5 "' 1 1997 £ )\ DCM H & [
O LA BR R AR 2 4 B i B A SR R 4, 384T DMD
BRI, 69 SN T RILT — A LR
AF p.T279A, Af1i% 8 A fE 34 BT R 55 1 HI [X
B B- 418 F )2 SR N o- 1R, B (IR R AR AR
124  ZHRiADNA

2 ki /& DNA(mitochondrial DNA, mtDNA) £
LRAARTET T, N — kR — SR R AL U K
2] 16.5 kb {11k DNA 737, ‘B HAH E S5k
FEIEThAE, AE4WAY 22 Bl (RNA FIA LB IR 1L B

BRI Z R RAL (K 3) WY, s AR L
BB R AR E ATP. BT H w6 = 24
HAMRPFESRMIEE RS, 5523 HHEM
25, mtDNA R BMZE & T M. 0ILgH
il HH ) mtDNA 2748 J5 5 30 mRNA Fl t(RNA #1451
EIIREA S, WEABIIRESR R, AT BT
ZRHEEE PE AR, ATP A kb, & SELg
MRELREA L. Li %5 ™ @1 40 > DCM B &1
OO LT mtDNA 436 R 20, I 14 Fhikk,
B 25 5 Bl N 3.3~12.6 kb, 7£ DCM & % 1, H
mtDNA B [ Gk A% 38 3 T 1E 3N, IR SE Gk 2%
23t T DCM 1K FE, DCM % 15 1 R B AR HET
mtDNA {454, Cardena £ " £ — N0 ZE ) DCM
A PRI 2] mtDNA R A 15 bp I — AN EE
RAZ, ZRAA T LERA (RNA HZ IR IE R —
sER, YN 2 T R T AT R VE
1.3 BREIBLOALR

RCM & O L7 HP B P2 R — P 2R B, Il R R
fE O MO 3 Fo R 2400 RP IR DhRERRAS . P I X
At B BT R AFE, RCM & & i Ol
ST 932 B P ST A A0 A0 I AR ASHLAE, AR
RO LB R R IR, (H O EAAGE N, HEHIRES
RN S5 B MR IR ZOR YR, 1205 L e
A 5L 7 gL @, A% P BR ) 2R 0o LIS A
1R % JE I ®RAH 55, 40 TNNT2 fl TNNI3. TNNI3
9 RCM & L 8500 25 B 2 —, 8 1T 50% (1)
RCM 3 42 FHiZ LR 5848 fir 8. Mogensen %5
1E—AN A RCM 1)K Kk 48 TNNI3 /£ 5 RCM
(0% 3 R AT 5 2, RILZ K 6 A RCM &
AT TNNI3 3 RUE 19 98 A8 467 /8 p.R192H H p.
R145W, N 7 TNNI3 AHRAL R RALZ REEL RCM.
Peddy %5 PV fE— AN RCM 1 1 B /M 285 bk
L TNNT2 SRR 9 SA4ME T A — A H i =42 47
R p.G96del, FE — IR A H T TNNT2 %5 [A g2 £
RCM. TNNT2 HI5GAL s 5748, M7 Ca® [
&, PRAK T pCaS0 AZHALLZ KB RIVEH -
1.4 HOBERERALECINR

FOO AR B O E DK (arthythmogenic right
ventricular cardiomyopathy, ARVC) T 1998 &, f&—
ANEREE R BE R E RO, e — Pl e A Bt 8 A%
7 B, HEQRRCEH R — M A SRR, F—
A TRAZ I KUK 50%.  F T BERRAE A O LZH D
EYE, FHEMRIIZDER, B F] 0
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tRNA Phe

tRNA Val ARN 128

ARN 16S

tRNA Leu
TER

ND 1

tRNA lle
tRNA Gin

tRNA Ala

tRNA Asn
tRNA Cys

tRNA Tyr

tRNA Met
ND 2

7

COX 1

tRNA Trp tRNA Ser

OL

COX 2

tRNA Asp

tRNA Lys

C:uwp\\:

D loop

tRNA Pro

Human mt DNA

tRNA Thr

< Cvtb

ND 5

tRNA Glu

tRNA Leu
tRNA Ser
tRNA His

16568 bp ND 4
ND 4L
Light strand
tRNA Arg
- tRNA Gly
— COX3

ATPase 6

ATPase 8 Heavy strand

E3  AEZLRIFDNA™

P, 806 02 B BEAR T, 5K I I R B
LI IRIAGE, IR T 0N S5 . 20k F
JRAFIE N K IZ B G0 250 B ik TR B 1) 3 5 A
2, EBERLIMAAOE, HEEE R
BRI DE, RIREKRLN 1/5 000, EE I
HAERE I N O = Eish. OF. RS, HBURN
Iy TR AN R ARG O, GO Mg % B0 5
KAERT 50%. FEHATAILCERILT 8 A5k
RIAT ARVC MIEUR A 2%, (EMPRLEE H (DSP) FIBE
FEFREH 2(PKP2) 2K 2 ARVC 25507 5 ¥ 1% 205
I3 1 6%~16% F1 10%~43%, A ARVC 3= Z 30
% [57-58]o

1.4.1 HrkiBt s (1 (DSP)

DSP FE R 9 B M R BT 2R 1, 8 AL T Gt ik
6p24.3, MrRIDEE H R MR BB H N —,
FON AR o A FE 22 8 1 AR B Bk 2R R AR A HAR
M, CARunfdm 2554, BRRTHMAERK. 21k

FUR 2 B R 2 40 P RN 41 B 1) 45 5 9% S 1 T
Alcalai 25 P )\ —AN A ARVC 5% (3 1L )
SRR HIET PCR ¥ 3 ALHE DSP EN I 11 M
MBI, 18 F B BE A R 2 A MR BRI T 47
WrR LT DSP R ) 24 S A2 T R AEHE LKA
p.G2375R, IF A MR AL B 5 11 4 e 41 i 1) 44 B B2 11
IEFEIhRE, XTONUER SR ThaE A EEEH.
142 PEIEFRE H2(PKP2)

PKP2 B2 [H %% 65 3¢ 3F & &2 01 2, & fu T
12p11.21, 1% AEYH M 2 Th R S R iR
AR 22t BT B- IR E A MER .
PKP2 FERIH PIFE A, 4y B g B AS [R] ) 2 1 I
R, PKP2 FE R A 7E ARVC B 2R W,
Gerull %5 7 7€ 120 A~ ARVC #2332 N A
PKP2 3& A [ 9¢ 2%, Grossmann 25 5@ 5 #4 %
PKP2 KRR R I/ REZEG I, 5 B A2 B/ BRAH
bb, PKP2 FER SR/ AN BETE BIE 5 NP RL, B
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2 3 R e R MY E 8 R
2 HCM., DCM, RCMiz{EfEE z EpESE

FRUE TR O LIS 45 I 84 2 T % MK R SR AiE
(OLELSHMEEMINEE ) Lt ir#n, HE
TIARR EAERFMERAES, ik 152 pr
N, MBI KA, HCM. DCM. RCM 2 [i]
()L B0 2 DR T2 g A o T LS (R SR ], L st A%
T3 A Gtk AR E o DB R

A 5%~10% ] HCM B H OREThRERIR, ol
FERZAK, HIEARM DCM AL ™, E DCM i
H, EARAEIE HCM &2 — R0 22 510 LA i i
K, {H DCM 3 10 UL AR AL ) R Hl
TE O 28 il [A] — A2 R R e S BUR IR 2R 1001
5, (B4 HCM Ml DCM &3 R AR AR R () 98 AR I
FC 9 AE B BUW 2 LR R A L BAR
RCM EFH KO EREEEIER, HE%H % RCM &
%425 HCM Al DCM —#FE & Ji 0 J1 8 9,

%=1 HCM. DCM. RCMAlSE A FEREM A

BEH Gt 58 L HCMi ) DCM(HiZR) RCM(Jii%) it 75: Z BIBAL R
MYH7 14q11.2-q12 25%~30% ~4%) AD WS [20,67-68]
MYBPC3 11p11.2 20%~30% ~2% AD il [25,68]
TNNT2 1g32 3%~7% ~3% ~3% AD WL [26,67]
TNNI3 19q13.4 ~5% <1% ~50% AD WL [69-70]
TNNCI 3p21.1 <1% <1% AD JiINE) [67]
ACTC 15q11-q14 <5% <1% AD WL [71-72]
TPMI 15q22.1 ~5% <1% AD ilIN) [64,73]

3 RERMUAmI ST TSR

FEESL, X AR LE ] e A AT 38 A% R 2 Il TE
9 55U L 1 s PR 2 LA U L 2 P 1o A T
Hil 2 13 K el s R i = ik 2 15 %
(GLIA) St A0 S0 P o L e AL 0 D 72 L A S
K, Mg 6 ZaMrEkEE . BARGEAIRIRK
DN = BRI PR 22 PR KR H L A% s I ) 5 AR T
BHA BT AN, ELCo BERFEE A A (B ) A% R S
R H IR R R S5 b 7« (1) 0L
T B MR AL i DRWARTE 5 (2) IZRBAL RN
Ykh 2 T RAT PR R e A AR TR SCRAE 5 (3) %R
AR s AR AR B TR AN AR, JF BLAUVINE (7 5
PIBIR <1%. kDRI B AT B e R HE B PE AN 2255 1,
A AAEREIR A A BRI, A e B ARG T K T5Um
VAL, AU AN 75 200 52 248 B B ST HURE S
e o PRSI — > S E PR Bt v A BB i (R 1
RASNL I 5 XN GEE F 1 HL At e 3 HEAT SRR 075 22
BABKNZHME. B, SEE A2 MR
O 2T 2011 SEMAT BB B CGE AR RO
JUEBS F@E s 50U ) BT L xR T 1
S AR T 0y 4 DG, TRAERE - P

M 2E R m, KT 40%, RESZM EH VAT 3R
W ARG T AR s Ta 28HERE : HEE BT AESR 24 5
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