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1 R 5K A LR PR A A /B 2k % B E 50 B B

BEFAC 53

(RE AT RHALHK, 2N

BWE SLFEARANLTERABLBLERAFAS
INZE S B F -3 T:N-FF INY R-F- P38 LR S 1
RELSELERALERB AVALSMAEHT,
B ERREHBLERAAAYENIIE S, A AL
HRERLCAFTAARLYARE R —~, £ T KK
FHUBEAREYERREHSam T s KPR
BANUEAREES, TRECETAAREAL, X
IRSEHARS S AHTHR—-FER.

E3 5] ChELEMH LERREHE; LB S

1988 £ Soubrier B FIE 3L ML R 5K K 510 KE
(angiotensin—converting’ enzyme, ACE)Z K £ K 21
kb, fi F# K 17923, 8 26 NP B F(88~481 bp)fl
254 &FHM. 1990 4F Rigat FH A ACE cDNA
#E 5 ACE A, X8 ACE BREFLEEZSH.
H16WETFPKERN287bp M Alu FEME LI
F.F ACE # [N 4 5 = 8. i AR 45 4 T (homozy-
gotes for the insertion, I1), &k % & 4i & F (homozy-
gotes for the deletion, DD) 4% & F (heterozygotes,
ID). IEHE%¥, A HE ACE ZFE#E A /8 % (inser-
tion/deletion, 1/D) % &5 B ML E 77 (essential hyper-
tension, EH) .5 0§ (coronary artery disease, CAD)
FUMERFRBRKERBRE X, A LEREN
SEEMRERHTLRR,

I NEREERCBEEBA/RESENES
RLEFRRECREFRE

1991 4E Hilbert %% g & M E KR ME %
MERBHFEM.MTAEE 1050 X £k LY
BP/SP-1 1 BP/SP-2 2 5 i A5 4k B B M3, 8 —
EHI4 7 R 3 BP/SP-1 BB 4L F KR ACE ZE i,
RrBAHERLEKRRLESREHETRES ACE EH
£ 5%, 1993 4 Morris B] %14t 9 #5788 EH Ek 3k

O FRE. AEMLE ARER.CHE, ARE 050001

BEZ FK&

350001

E#HTHE KRR ARG RZAEEM ACE EE
k& H¥5 EH RAEHF. 1994 5 Morise T 03t H
FEANENH RO AN EHA DD ZEMUBRABHT
B, XN D S0 E MR B AT EA,. A
A ACE EEERE EH MK 4 H % . M Duru F0%4 %
EAWRABES AT ACEZEEM S EH R4 XX,
HEE A+ EH B DD R R B8 T EH T EaE,
INAZEFTE EH M fERE £, 7 ik Rt
HEHERWHREECIEROFREAERT A,

BT EMHEXRES B - BEZHHRE
H48R ACE 2EZ RS EH &4 %X, Hegele 2034
741 i Hutterite ARIBFFEH, LA M8 % 3K R (an-
giotensinogen, AT ) BEE Z &M S5 M EEEH X, M
ACE EH I/D A S5METFE. Harrap S04 170 £
HEREMERA LA N RS E R K52 EH 5
BARSKAAR.EME ACERE /DS, 2M
Pi4H18] ACE Z[H 1I/D ZE B4 # 484, k% ACE 1I/D
£ A&1ES EH B m T x.

CMEERGLERNBE AFRE, G TFOE
B EKE I (angiotensin 1, ATH)ORN{LRBHE LM IMLEF
W F RS TR, SR EEN K
# ., Schunkert %033t 290 £ 720> % BB /B (left ventricu-
lar hypertrophy, LVH) 8 & #4175, X8 LVH % —
TREF RS SEEHN,ACE #£H DD BZ LVH K
ML G R R AT D SR LI L (A B e B I B
RIREE RN, i1EKHELVH BEFH 62%
BEMEEE EWMENAERLLERANEERYE
AWM T ACE 2E DD MM LVHW R BAEEE
EH91E M . Busjahn 20034 132 W EAFEWHRENE
ACE #[ I1.1D M DD 3K &4k, ACE & E 4 51
A 24411, 43418, 58424 U/L(P<0. 01, ELZER
BEE YR 8. 1+£1.3, 8.6+1.7 # 8.9+ 1.9 mm(P
<0.05),#R ACE K5 ELZEEREEHXG=0.
15,P<<0.05), T ATg HH L S S MLE ATg WE R
DREA/NIEK. ZE S Ohishi RSB AT S 285
REERH—HL
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HEEXMRLART EIHER-MERKERS
(renin angiotensin system, RAS) /b, AR E FER
WE RAS, HE T2 R ETMEK MK E, 5K
MERBEEFLE TR, B Kario 093¢ 138
& Wi E B AT ACE B BRIK M, 4 B0 fies otk i 4
%% ACE £ DD BIBIE R 44% , H THBAGIK,
P<0.05), 76 A B A7 4R A o 15 26 4R P00 g . #2 J AR 4L
4 B0 48% 1 58% (H X MA LI P<0. 0), A K
ACE ER I/D 2 F¥ 5 RO FRAXEE %,
{H & Sharma FU IS @ MR ABAFRAK LB M E
AR,

MERKEFWE T LA Fw AT, M™% ,H
YHEBEAMR, 5B HREELEX. BEEEMHIL,
¥k WA % ACE £H I/D £5%4 5 EH BRM*<AH
XERE. HEAMEREERHEEETTHR. R
AERFEBEEFME ACE K FREYX N HAFRER
L UBERAERANSREAR . MEXAANFT ACE
FE I RERG BT RA AR I EEAEER
REREAERGRERD., BEEAESMESRNYEE
PUFERFENBELERFTH - SHER.

2 MEEXRFERCBEEBAN/RXSEES
B RO LIEE

% R R BB W] UL AT, M 4R, IE R
SRR KTE , 3 AR LB 5K 0 4, S o LA B R
ZTFTHRRIDIKEEERGIER. 1992 4, Cambien
HOIR IR IA RN 733 Z R A 610 KLU
#£ (myocardial infarction, MDJ§ 3~9 © H #J%JJH‘?)\
BT R AR ML BE ACE 2 D RFRY B & T Xt
WA, MEAXHERNEERBEIEED B, REERER
ABEFMREE. AN DD EFRE MI M7 fE 18 H
R EHRAFIH RS R — . Kamitani
FUO3f 103 & MI BE M B R A, MI 4 ACE %X
DD Rl ATg % I1 BI(ATg 2 235 (I R EAM B
HEBRTFROHYHES T A, ER N HEE ACE
R DD BIf ATg 2F 11 B B, FARR fa o i
—HHE. ESABRP MBI 01 BEZEKE
M5 4R 3 Bk B FE K (percutaneous transluminai coro-
nary angioplasty, PTCAYf 2 MI B EHEIF3IE 6
MR RAEHRAEMN ACE HR DD BB B & T RkAE
H, MM AR ATg 2R 1T RITREEH. B, Tal-
mud % 73 Bl AR Bk EE B I2H CADRA,
LTREIREGYIGT 3 4. KB NA I1.ID B AE R

B FECEFARKE, M DD BN ZEHH
R, I\ 4 BN EFE MG IE % M K& A B, ACE &8 DD %!
2 CADWHEHEE.

BRAEEENHRERIERACEERI/D £
SHECAD RAF X, BEREAFHTHME, NS
& 6 8 B 8¢, % Lindpainter %273} 22 701 £
SMEEAGH BHEEERTHRELN 10 £7F 387
A& % M1, 865 #i 2 TR 3h bk 3 8 0F 55 K5 05, S
H ACE ZH A RfEAM ACEBEZ R 5 CAD k&
A3, Samani %%} 233 3 5 PTCA &7 # CAD
BEW 4 Ak kM ACE ER S S EHEE
BEAX.

3 MERKFRHEMAEEA/RISSHESOMN
"

Marian U3¢ 18 A~ FIE 100 # HEE B0 LR
(hypertrophic cardiomyopathy, HCM) 82 1 106 i 1E
FEBHEITTHR . KB HCM 4 DD ERB K D %4
HEEF RS O F S TR, #— 3% HCM A O FEH
BRERHASTRA.BREXAD FNERALEE
BT REEA,. 875 DFMEESE HCM REEH K
EH K, EERGHAREPIR Iwai FPIGR K,

Raynolds %13t ACE #H I/D £ A% 5§ k&
L> HL % (idiopathic dilated cardiomyopathy, IDC) Xk &t
JﬂLTﬁE/&‘ﬂJlfﬁ(ischémic cardiomyopathy, ISC)[H] 3% £ i#
TTHR. HRMKEHF IDC BH 112 41,1SC EF
1026, HERALLES MDA AKRT 40%. 48K
M IDC 4 DD ERTUHFE N 36%,1SC AN 39%, 48
EEHTXHEAQCLY)., #/75 DD EFNBAHEE ISC &
IDC ERAEFX, THRERCIKBELEEBRNE
BHEE.

4 MEEKRRAABERBAN/BRESEMER
o) I 97 A 4 B T RE AL

UEHABERREW, M E 4K F.(£HN ACE
KPRHMUBEN. FARRE MESHKERENY
. TEARAMEZE, HER LR BE. Cambien
FUI Rk ARMT R L, 963 ACE K TR 32 2
EAZEHMEMR. M Rigat P RERE—HIUEE
ACE R I/D £ SR ¥ W EH ACE K THEER
. AR ATUMILE ACE K TFER. € DD EFEM
& ACE K¥-&m, & I BREM 25, 1D MFF. B
T Rigat {4318 4b, Morris 221 Marre 20594118 44
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THBHEE.

EFER, B¥EXWN ACEERE /D £25H# 5 AT,
HXRZRMETTHHEMAPIR. Ueda SR8 ACE X
B DD RIEH AM¥E AT, K¥E ID. T REHE,H
Kk BEHAKFE, ZFHEE T H T R EE . SRR
TNEHABEN. A, ITAHARMEHEEOFRKER
IHER,DDRUEMOERKEINAERNARS
FHREANDDEEWMMERKEI RNE 1T
2% . Dieguez-lucena %% ACE EH 5 AT, 2k
HBFRRIM, E¥ AMKEZIRITH EHRB A+ DD B
FME AT, KEM AT, | IZ KRR T BE, N
F ACE M#I#/5,ACE #H DD ¥ AT, 1 B2 hH
m¥ AT, KFHHB TR, M I HERNEFRETE.
FMESEFRERFIG,II.ID ME AT, RZEREH
B FRE.H AT, KTLHB B, M B2 AR
AT, | BIZ R AT, ¥ 08 BN . s 5h, i1
MEMBITH EH RASITER . X3 DD ®#F
72% Lk ACE 0 30 15 29 7 2 M B 25 (< WA MR A , 70 10 A
& SSUMASHETHNM. BRULEEFFHTE
—H L. HXEHRN ACEEFN RS LMEE
7R RIR T — LR,

FHGEERRRART M RAS S, EFHE
BFE RAS, AL A L EES % AT, 2 FILE Y
BERIAY . A ANAAEI RAS 7£ EH.CAD (& £ a]
fEEAEEENE Y. Danser 0%} 79 ZHEIE LB HE
BT BEWREN,ACE £H DD BF LHLHR G
ACE &R ID. I BIE MBI E,.ID 5 11 "B LH
B 5. {2 Danser KX A& RAS P HER M HTE
.

L LR, ACE EH 1/D 23R TR EH.CAD
FUCMERREEMBEFER NBRMRERE,
BEERZSHW, RHERFBREETMARS, K
FHERKFLEH#TEN Z.BARENHTR,
%7 ACE EH 1/D £ 545 O M B B & 19 fY B
F R AR FHUH, R — B 31T ACE 0 5 Wi SR 1A 77
EESHR,
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