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W OE MFAXREBAGN ) TEYFARRBEARR A FADFATOOE AR TTHFAR
HEME, %2006 %-f % % % ¥ % 4 (Renin angiotensin system, RAS ) R X A B K C A AT R B K, &
ANFAREIERASEZAENDERALSERANREPARYR TR GUENER, EhE R R EHLE
ACE)XB S AUERMERACERENAXRERFARE ., AXRACEXH A5 H5HOERENER

BHXARAAARE - &£,

XA nERKEEER XESAU LR ECEREN

PHESXEE R541.3 X WARIRG A

1 ACE EE#i#

1.1 ACEABAKXSAMHK

ACE BEHEMF 17q23. 3, R FHRENEH, K
21 Kb,/ 26 MNBFM 25 MAEFHM. ACE
EARE—-HREKB. RTIENESREAR
X906 FLE5AL8 UNEAEHM. T LEHR
MRRIRE > HREN, HIBERE 10 BkHY Ang ]
AR 8KRK Angll . Ang Il B— 382010 & fn
X , 5 B 31 % A% 151 el ) 43 35, 8 ) I 0 o R R
MEH ACELEFE-NEEKRKRRERT -1 X
BUEMIEA. £ ACEEBRAM ZEHEREP . H
F 53 1/D EEHEHRK G 506U P, ACE A
% 16 M EFKY 1850bp, EE 16 PHEF
3 i F 5k (deletion, D) 8 #& A (irisertiOn, I) — 4>
KER287bp 8 Al EEFFIE W ACE R £
B BN TFHEK28Tp EHZFFIAD
B.AE287Tbp BEEFIIA I BLHNEARPEED
MIFMHEMERAMDD.IDMI 3FAEEM, 2
ML RIMNOHRLF ACEEREEHEER AR
P HERA. DR Y 46%,ID B 5 36%,.DD B
&5 18% , 43 7 SR HEFE 5 & Z 18] K % 3 s Fl Bawazier
49 Jayapalan ZEE B /N EZC KR RERE
F—H. {8 Eleni YRR FRME KM AR D E
Y905 13%,ID B 5 50.6%,.DD B /5 36. 4%, | %
PR RIRAE 38. 4% . DEMBEEFHE N 61.6%, 8
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AACEERZESFHI B EAMABRE L EHRE

5. F# Bayoumi " B FLEL D SN EHM 47
(FFFN 64%;;RG B A 73%;: FEBEE A 61% ;M
BATNIYOBTEMARE. 8 ACEEHI/DE
BUHFEMEBEMEN K EZRYE,
1.2 ACEXRSAKREHR
ACEEFEMARERERHABH MO X+
ACEXKF¥HFEEER ACE K¥LL DD £HA
S>DIXEMSTEEM . HFAMmMES ACE KFH
OMERBEEEE XD, #MACEERI/DE
A 3K 0 E R KRR RKE, B kE
FhEEXEIE . DDEEMABHLEAKRALHN
FERM . MmEFOERKEIKFEEEARS,
IEEMABRRNAAR, H#F—H3H D FME
HAR ACE K FEHRISMNERARE. [
Bt ACEBREWREHMMMN ACE EHEMKRIEX. &
WRONEE ACE B, B meta-73 7 I
DDEDIRBERAEMABLELZEERER(LV-
MD W 1T R Z B 8 ¥ K (P<<0.002),DD E£H &
MELZENS ACERAEHHER T ID ®A
EEAC ) Suehim £ % B, ACE £ H 7 mR-
NAWREKFE D HMNBERMEREMX, ACE
EREEHX ACE K P BB TR F
AKEWAR: B F ACE R EH i A H otk —4
287bp 3|, mRNA BB K £ R, B mR-
NAKBEEZINEW,E8 ACEXFREHR
F.BHHARKH ACE K¥NREE£H., #Mb T
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DD ZEF & 287bp FHI B8R K, 518 ACE EHEK
FRE. FEOCEEEN-E M.

2 ERZTHEROEECEREMNXR

2.1 2R3AMREHALE
EMNSIYLRFFTEN ACEREEAHMHS
HHEZEFXKE HEHFEHT ACEEXRE
SHEEEMEMXREERE HERAR—. Niu
0% M Bawazier £V B K ACE £ H
DD XR & 55 M EX ZEHEY, BRI g — Bt
REWEXDDEAMERMER —EHN X R (P
<0.01), HINEHFRIEH ACEEE L EHS5#
MM BEERELR BEAS2ENRAPH 23
A48 B3 89 10547 B & 4 g I P A8 & A0 9217 49 f
FRABEHAT meta-2H 47, X B B LKA B¥ ACE
ZEEDD HERAREH KK AEREEOR=1.61,
P<C0.0001)M, 3L it FE A B+ D %5 fir 6 B9 45 %
#%5 46.0% ., {8 Martinez"'S F1R 412 i — T HF
FKUMIEH ACERRZAHSENENERSE
B 46 %4 , Akra-Tsmailt'*) 5§ i3 28 44 81 )9 43 #7 DD
EAMEFMELHXR . DD ZAMEHEBE
REHNEAELEH—ERER(OR=11. 852;
P=0.001), BEA%¥EX RAS3HARERZ
SHHTTHR . ZR THRAERR F LD
ERRETEEENDRER ., ## ACE £H
EEMERMENXREEDRX AFMF KN E
L2
2.2 AAZAMNLEHLELCERE
REACEEAZASEMEMNMALEN
MRERAR BIEERMN ACEERESHEH
MEACERENXRARIEA . RIW
Z BB — TR 75 70 9 S 2 5 B ST &R AR 3 & 1 B
BEACEXAREZAU DD ERMSELELLE
JEEA X BUT, Kato 08 AE T 3+ & L & 5%
ANHIFIBABFE £ B, ACE 5 DD £ FH & 2.0
mMEFREROBIERAEL BIRELELZE
R FEAE Y B HXHE(P<0.0001), His
AHRBRED  ACEXH /D EAHSREAHAS
mMEBRFELEZRBELHELE. BEFEEBILH
FACEZFEM «c AR EE (c-adducin) X R £
SHNBRAEASELEECSEENXR,ESH
B s B R £ 25 4 0ok I B 22 0 28 AR TR Y R e
XET £ R BE T £ E T & B R e 4
ACE-DD # B 1 a-adducin f§ TT %t 5 i & 1

EREGRELELCERED, HHERYESE
RE5RNMELELCEREMRET—ENEER.

BRI, ACEEFRZESHERLERELZR
BEREHXRERARA—,AIBSUTEEEX:D
ACEZFEMEEHEMKE AR BRI N4
AERMEORH. BERR EN ERMEFY
AMEWM;DFIARHNZRANR AR FREY
EMGit A A RMRE;4)ACE #H 2 8 mLE %
BERZ - MELERELCENEERBEESA
MR ERNIEELSR.

3 ERSSMSECERENXR

BE R #£ .0 AL %% ( Hypertrophic cardiomyopa-
thy, HCM)W R U ELZERBE N FELIANEH
HoBR 2—MERGCESHEERER. BT
HCM M RMLEI MR E R BN FRIEEME
Ay HCM B FEEMEE  AMFEHLELED
HARE. EERAHN 14 M LIS H HCM g &
HRES,URENRESEHAMN MYH? £H
MEBIHRERESES CH MYBPC3 £H %
TRERS, BEERF¥E 494 HCM R &P
B 126 FIHEEERERHASITT RASEEBS
B, EdB8FCHEFMTELEHESMIY
B8, BF 3T K 3L ACE-DD % R 1, DI #0111 2R & i
HCM AL O Z W R AR (LVDs) B B 1
KO8 B B > (P<0.05); % 4 ACE-DD
HERBEGHMEEKRE I HZEATI-RIEEC
FUEEG HCM B AR LVDs fILRHBEEE
B 5 A e 3F (P<<0.05),## ACE #H DD £H
Bt HCM s R F R, $#—$iF3%L T ACE
EREZSHEELCERERNRER.

BZ BRI RIEL ACEXNEAEHSH
mE LVH # HCM M xtE, #UEXEKE
HEHE®E, BmE LVH il HCM Aj e A £ 4R
BRI, RECUEEN &R, SF 0N
BB R,

4 ACEEHEMIMRE &

UACEERZ BN ENESMRES B ME
ELERRBER R, AT LAY R 2R 485, b
ACEI #1 ARB X [EEA WM KRN A RS %,
Hif, ACEXHNEZSHERMELLZEREMNH
RUEER AT —  FEH— 5 WRTBER A
Biwh. 75,4 ACE £RE N ERBK S KA XK
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