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[ ABSTRACT |
angiotensin I (Ang I ) into a physiologically active peptide angiotensin Il (Angll ).
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Angiotensin converting enzyme ( ACE) gene encodes an enzyme involved in catalyzing the conversion of
Ang IIisa potent vasopressor and
aldosterone-stimulating peptide that controls blood pressure and fluid-electrolyte balance, at the same time ACE can func-

tion in the kallikrein-kinin system through inactivation of bradykinin to cause vasoconstriction, vascular permeability de-

crease and vascular response to stimulus enhancement.
closely related to cerebrovascular disease.

its relevance to the cerebrovascular disease.
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Recent studies have shown that the ACE gene polymorphism is

This article will review some recent literatures on ACE gene polymorphism and
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1 MEXRKEELBENERKEENE
EE

1.1 mMERKREFHNE

ACE J&—Fir 1 1306 > 220 JE 1R 2H B 1) — -+ Ik
BERR M4 IR R A, AR R LK, JR T AR
EFi—FP, ACE M8 2K 14 ~16 kDa, 5 W4
SER AR TIRE X IE P o Th S A SRR, HT
Zor A TR NKE RGN B R TR
Tk B R DRSS Z BT ACE B35, Heorp i
St E VSRR B SRR ACE £
VE R AR R AN N DI - KA Ang T %4k /A
BKHY Ang 1T, Ang IT 1936 PEE 858 T Ang 1, BB ZA
2B/ INEI K, I8 REAE T 2R - 0045 5 0K R -1 [
fili§ 22 4t ( renin angiotensin aldosterone system, RAS) ,
SR b i B T G e 1 ) DA 7T 5 K R 0 B 5 ()
It ACE i fEAE T KKS , 38 12 7 5 2 0 JOK i e 1
Wedd , I8 i 45 38 AF M T R i A5 T R e
HI
1.2 mMERKEFRUBEARESEMN

ACE B 5.0 il A8 589 25 VITAHOG , B T A
17 SRR 2 X3 4, ¢DNA K21 kb, &
25 ANE TR 26 AN T, it ACE JER A9 55
16 & FA —B 287 bp FAI T A/ B 2 254
(insertion/deletion, /D) , & Il i BE i) PCR P
JE 4 490 bp , BRI AL (1 HY) 5 A It 7 B 7= 4
KEEH 190 bp , FRZ BRI (D AY) o AT P26
=FPORTR) R K AU ACE, BV 111D 1 DD &1, i fE
Hung %8 UVRFSE vh3s | 3% ACE (3R JE 5 D 4
o 3 PR 52 0 A G, BPAE = Fh 35 (R L v DD A i %
ACE YR B fe i, 11 RUIM K ACE e B £ A1, 17 1D 10
AFHRIPHE Z A, KL ACE F I3 v B 1] 3% 57 |
ACE SR Z 5 sgm , It — S Ang 1T #94E
BN SRR I () — 52 m R 2, Br A ACE JE
22 50 M L A5 95 194 L S 12 30 4T ok A7 3] ok
2 )T

2 MEXKFEHRUBERSKMDERFH
X

B NN E AT IEIN N ACE il i AN [] i e
FALA 7 i ML 0 1) A A A e P e 4% T AR
A, Hrh ACE JEN B 22 254 T AR 2 3% ACE
AR, DA T 18] 42 5 e A 2K L A7 P9 B2 T RE | I A8
A DI HE SOk A I 9 AR Ak, I 2E— 20 T U0

I AE B P R R RS 3
2.1 MEZRKRZEFRUBEESSHESELZESH

Ji & v I 2 — ™ R M A S i R 1
U2 B, [ PN AR S AT 220 0 & IR 35t
1y IR RN ER 5 R R L [R5 S 1 52 A P 9
TEiB % ) Ik o ACE R D 450 JE PR 7548 1l
[0 1WA e - (O VA [ v = i € e e O
Bawazier ¢ m/\%ﬂﬂ%*ﬂﬁhﬁiﬁ@ﬁﬁi, 43 5 4 B
125 91 Ji P v o e S 97 480V Il AR v I AR
F1108 41l 1f & 1E % % , iz PCR ¥& 400 11, DD 1 1D
2 B R U I T TN VX AR~ 3 v RS WA R I |
Ko EWNH N0 BRI LS R, T %
A AL R 392 {51 JE 1 e i R T 368 4]
IE R, PCR R4S I B 4109 1/D A
A, SR R MR &M &I R4 DD &
33.67% ,5 11 BUFNIE F i e 41 b 335 4 i 3 1 2=
(P <0.01), 2R OI%F 97 Bl JF & M e il &
R K 87 il F TE B R PCR FBR il 1 P V) il
EREN ACE SN I/D Z28M:, 45 R /a4l ACE
/D FE PRI 437 R S BE PR R 28 S o 4e 124 X
(P=0.408,P =0.409) . &5 A fRE =P
KA ACE £ K 2 2815 m i A A DG vT g i T
T IR FO AN [ 43 780 ACE 5 [R) 22 25 %) by e o i
25 ISR IR IR A TS [F] 10 3 A [F] A 45
B HEH TS R KX HIBAERTSRE T
EEAEH, ATIFAREHERR ACE JH ) 28557
J v I 1 A R AL R A O
22 MERKEHEUBERSSESRESY
PSR

H4IE TOAST 4351, fixi 2 v 43k K2 Jok ok A ik
PR /NG K P ZE P A R ('small-artery occlusion la-
cunar,SA) D IRPERRZE PR AR, Hid SA il
MR PR S IR S R % Y], Anjana Mun-
shi 25 70 BUAE K Bl ko B Ak 8 3 5 e R ) B 401
ZI8] ACE &5 3 PRI 3R A i 5 AN [ i N 3 ok ok
TR 53 Bl 8E T 12 ] (22. 64% ) 45717 11 HEpRIAY
33 B (62.26% ) #Eaiy TD FEH AL, 8 4] (15. 09% ) #5717
DD FE[AA ACE D 4543 35 A BH 42 5 fi oy R I 4 5 ik
SEERE fL A 5 (OR ;1. 88,95% CI: 1.15 ~3.07,P <
0.05) ., Kalita % ") ALLEQEE A W WFGEREAS, S5 1
78 ACE DD JE[RIRIF D S5 5L PR W25 9 i 1 SA Al
Fifi A 4 1ML (intracerebral hemorrhage , ICH ) 9 5 J8% M
WFFEHXTREAL ACE DD JEHAUGRA 1. 7% SR ITTE
SA 4K 37. 8% , F N H ILZH R 33. 7% , D G L
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HFPRAE SA R ICH ZH BH I B8 g . 4 BREH D 25457 ik RS
4 38.3% ,SA Fl ICH 4435~ 57. 3% F156. 7% .,
I HAE 3 P 5 5 P ) (4 AH B AR 4347 & 31 ACE
DD 5 ADD1 (adducin 1,ADD1) JEH 1 GW K 5
AT DM RIVE A 38 i s SA (OR =2.8,95%CI:1. 17
~6.17,P =0.02) F ICH (OR =3.12,95%CI:1.1 ~
6.7, P=0.008) HIXU, Tao 25 )X} 1990 4% 2007
4E 12 A M Medline .Embase ,CNKI 255548 22 h il B 11
3654 KSR AE fb A A B8 28RN 3058 X HEN
I TEE R T, G5 R B ACE DD REH ARl e 2
DU K sk RERE AL PE 2 Hr (1 e B T R 22— (OR
=1.91,95%CI.1. 56 ~2.34,P <0.00001) , Kalita %
HOIXE 104 BIZE CT #4325 Ik A HR A 9 191 i 198
B IEF X R i PCR W 47 ACE &K D 4843
FEDIRAMT G55 R B ACE DD Jt IR H il 1 2
HERE TR AECK 44 41, 5 42.8% , ACE 1D & [X Y
FE PR R T EICH 40 1, 7 38. 4% | T X
M4 ACE DD %! 5 11.1% ,ACE ID # 5§ 529% , 1]
ACE DD J:PH 5 i MR A< b B A, Slowik 55
Nk e NHEAT 2 O IR ST R R B, FE D 2N
fErp ACE DD EE A Y 5 /)8 il 48 9% (small vessel dis-
ease,SVD) TG, {0 EIAE B it P4 A< Hpr () — AN ST
KR, A2 ACE £ D ZE( 3 H 5
A ) e A R ST — RE R AR (HR AT — SRR Y
FEWN ACE JER 5 ik A< v i & AR R R IC G, R Ry
AR el —AS Z2 PR R 25 e M T & A R 1R A2 2 9%
I, % RN TR R 45 R T RS PR A rp 2 BUAS R4 ACE
SEHZEMERFEEZES Y KSR RS L
PRI 2252 0 S 30, BT LATE#E4T ACE [R5 i A rh Al
AR ST ] 7 A 4 B - [R) e v e
2.3 MBEEKEHEUBERASSESHRIXE
WG I, 72 BT IR 9% 1 8K 95 (alzheimer s dis-
ease, AD) FIlHE FE I\ D) fig e 1 S8 35 i B v ACE
TP E X BE 4 A EL I G 36, 5 MMSE 343
SLER PR O oY 2 B TE I PR R (vascular de-
mentia, VD) 1 AD G MER N ERHEES S,
SO B A A LRI AER R $78 ACE 7]
BES 5 TR &R FE . Kolscha 55 1% 351 f
AD B (155 ] VD B35 J 348 il {gt 5T B & 43 il
K H PCR 34T ACE £ H I/D Z28ME50 07, 45 %
K ACE IT i AD EAEM — R HE,HS
VD KA UL A e, X725 DI %E 94 i VD
B S 60 X BR N BIBIFST S5 B, D S5 L 14 43
TAE VD BE T X R, #278 D S50 3K 0T g
5 VD WRER —E M, FIEMER TR

F ACE L 22 M: 5518 10 56 RAE/MREA B 5T
EOMER B, B T ACE JE R Z 8RR IE it R RE5E
TR 53R v IR DA B o i I A 5 55 TR R i
A R RSN AE 2R R R S
2.4 &Y

AR B AT WA Z I ACE BB 281
S AR I & & A B VIR (HT Ak
B P A1 ) — B AR SR AR 7R — BB R[] 1) 75 9, Tas-
cilar 25 U7X FHAY 157 41K Sh Dk ok RE AR 1k 1 AR
PR JE P 1 IS B 5 R 85 4kt B X R 4T PCR
T ACE 2R 228 1M 5 Won, e 41 DD 1D
AT BR300 419% 40% F1 19% , 5 %) R 40 22 5
TC i 3 E R REIE 7 - HH A B ACE 3£ 1/
D Z &M @I E M & A, Pera 55 1k
TOAST Rl B =2 76 v B3 L rh R Bl ook A £
FetEAE T B3 92 1], AH N 5E B 184 {71 {g e X B
SA 96 1, AH B BEHL 192 f5i) et e xof R | 0o DR A
180 141 , AH N e HL 180 i) fgt Fexs R | i@ 4k PCR 7200
52 ACE JER ) 1/D 2251k, 25 5 & B 911 41 5 %) 1R
I TC A B X, SR B AR B s AR, ACE JEH Y
25 Bl M A i & AR R UL B A DG
Chen 45 "1%F 217 {1l 4y 1 it 825 K 283 451 fk Je ot
FEE AT 000 [ PSP ot R 7K ST | SRR s I R
o RJEFERUL ACE 3R Z M52 0 46 b
Je IR, TE PR A T ) kA R T AR v, B A
KA EELE M ACE R 2B Wik d
e s 0 [ 5 e UM R £ R T R O W b 1K
RS ACE JEH Z 85 MR ¢ R AT T 2 0w 6]
XFREAFFSE, 23 N 7 S5 O s 475 461 Y
T PRI R I ], VE T 475 0% RE 55 9] it R
P32 20 M A A5 A o [ 45 R A i A AR A A 3R
F PCR A6 ACE JE[H 1/D 2854, 25 AR 7E
FEDUHENRET & B ACE JE R 2 2451 5 /5 4 H i )
KK SEZR . Chapman 25 V0 I BEHK 41 1] VD £
H 49 B AD FRE K 40 4 JFE X HEAE BF 9T ACE |
MTHFR FVL &5 A 28 SRR KRR, 45
IR ACE 19 D &8 7 JE PR 2 78 = 41 v 4300l oy
68% ,66% 1 66% , AU i 22 5, Ui ACE JE[A
ZAVEIEARI AL VD Bfaks RER . PR A i i 48 9
JE— R FE IR AR s H kAR % R 1) R0k
I, AT ACE &R 22 251 5 1 1l 57 95 1) &
H: K A TR R AN KT FE 1T ACE 2EH £
A5 A0 A8 1 S ZR IR, FRATT 4 25T B A e I 5
o B PG ACE JEDH 2 28 Mo A I R Sk BT
W8 KRR M AR 2 R e PR 2 s, AR T
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R DR 2R AR5 e 4 o A B /NS TR 2 R T e
ACE J R A4 22 25 1k 5 i 10780 0 1) 4 2R K A
X AEIBTAR SR BT 5T FA T K B, Bl bk
AN [ IS R AR 0 A 22 5, 410 sl R A [ i 3
ﬁlﬁ’] 515 5L XN, ACE Jk X 22 25 MEAA e 46 Rl

VoA B B AR, PR R R — A B AR 22 9 [
% RS FE B ACE 3K 2 2450 A R iEPE AT 52

et AR TS

3 Rk OE

ACE R il 1 4575 98 AR R M 1A, G0 H
TTRIIFSE , 250225 ACE SR A 280 R m i
F B e R A A A8 R DG Y fa e PR 3R (H
UL, PEDEA RIGAZ B E S, ) KPP
ML X F T R R A B 4 | B ) LAY R e A i
Z RN SR EE V2R AF R A1) RIGHT
P& T4 R EREYS X ACE JLPR 2 241 5 i ifn 45
PR IRARICNE B2 ACE I 375 1 4 7K SF B4 A 2 5% i 1R
MRS T RIFE M, DF5E ACE L 5 ik
AP 1) FH M 28 DA 35 DRI 7K ST 348 T A 1, A5 5% 95
() A 5 SR e AR i S 2 5T [ 0 O ) R S
N B A I L SR e B, Jk DRLAF 9 A6 L b 4 il
R E AT, A BT XS [R] sk AN [R) 38t 4% 1
SO ERREIEAT ACE FEPH 1 282846 I B2 R AE 40 BT, I
FEDC LA b S B RI2 B 0 5 k| E TR R B TR
ST RN ) T B P — o i L, A EEARIT
PRk Bl N XS R T A 10 AN BT R A, 56 FRL A
G Wb R FEAE B 05575 995 IR T RN TR | R AR E0OE
a2 SR A D TR N AT Y TR
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