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[ABSTRACT] Aim To explore the association between coronary heart disease (CHD) and gene polymorphisn of
three key genes n renin-angiotensin system, ncliding nsertion/deletion ( I/D) polymorphisn of angiotensin converting en-
zyme (ACE) gene M235T polmorphisn of angiotensiongen (AGT) gene and A1166/C polymorphisn of angiotensin
type 1 receptor( AT, R) gene M ethods Single gene and gene linkage were respectively analyzed by polym erase
chain reaction canbined with restriction fragment length polymorphisn ( PCR-RFLP) in 110 patients w ith CHD and 80
healthy sub jects Results The frequency of DD genetype (43 &% ) and D allele (60 % ) i CHD group were
markedly higher than that in nanal control group (26 o and 44 4% respectively P < Q 05). The frequency of TT
genetype (66 4% ) and T allele(78 @ ) m CHD group were significantly higher than that n nanal control group (42
o and 60 % respectively P < Q 05). Both the genotype frequencies of AA and AC and the allele frequencies of A and
C did not differ in CHD group and in namal control group (P> Q 05). @The odds ratio (OR) estinated by canbined
analysis of those three genotypes was higher than either ACE-DD (3 395 vs 2 175) or AGT-TT (2 669) genotype estr
mated albone Yer OR decreased canpared w ith ACE-DD and AGT-TT genotypes (& 098) estinated by canbined analy-
sis Conclusions There is a strong correlation betwween CHD and I/D polymorphisn of ACE gene and M 235T poly-
morwphisn of AGT gene No significant association between A 1166 /C polymorphisn of AT, R gene and CHD is confim ed
mn this study And canbmed analysis of the ACE-DD and AGT-TT genotype m ay enhance the predictability of CHD.
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PP LTS R R XA RAS Hf = A5G Bk IR If 8
HiK R ALEE ( angiotensin converting enzyme ACE)
FERHHAN MRE (1/D)Z A1 M B KRR (angio-
tensiongen, AGT)ZE [ M 235T £ 2514 K I & K ik &=
1 B2 4K ((angiotensin @ type 1 receptor AT, R)3:
Rl A1166/C 23S IR R R -

1 WRE5FZE

L1 FRIIKR

FomAE 1106, 5 816, « i 296, 4
¥ 61 47 19 95%, 4% 20054 10 A £ 20064 10
AELBEERAZE —ERCARERESH, ¥
M 19794 WHO 77 %, HEdERAKEZH D
(EX BERRLULBRAFEE, RELE 2
500 ). IEHATHA ;L 0%, BH 434, L 37
B, i 56 41 12 342, H o 624 4 FEHAE R
REFEREFH, BNV REARLELEL
REH, ZAREIRERN, HRELERKT
R o
L2 ®NImE

Fraxdglas KE (THEKRRER). K
miE EEEE. R B EREE S REE
B VOB QBRI
1 3 EFEH DNA 2B

HWE 2~ 3mL EDTA i dt i, KB B ko B
B4 RE, B A7 AR R IR B DNA. 45 35 3| ODy /
ODyy 21 8
L 4 MEXKERUEEEBAN LSS

F#EBI4 A 5 -CTG CAG ACC ACT CCC ATC
CTT TCT-3’, T# 514 & 5 -GAT GTG GCC ATC
ACA TTC GTC AGA T-3’. PCR K Rk & A 20 UL,
HeEFE 4 DNA 2 UL, 10 x buffer 2 U1, MgCl 3
mmol/L, Taq® 2U, E T#HF M4 1 UL, RN &4
H 9ACH E M 3min 94CHEM Imin 58CHE K 50
s’ T2CEM Imin 3 30/MEF, &G T2CEM 5
minFE IR, §EEME 2o 378 HE B AR K,
BA e g EMTTRELER,
L5 MERKFEERE M235T AN

AGT R FY 5| 41 F 5 # Ishigan i%' ",
F#HBI M A 5 CGT TTG TGC AGG GCC TGG CTC
TC-3’, T# 3 ¥ % 5 -AGG GTG CTG TCC ACA
CTG GAC CC-3’ (AC A B xf £ ). PCR R B4k
A A 50 UL, H A FE DNA 1 Bg dNTP 200 Hmol/
L, EX TaqB§ 2 U, 10 X EX Taq Buffer(& MgCl) 5

UL, F T#BI 44 54 25 pmol/L. PCR K B 4 H
O3CTE M 3min # 10MEFH 93CHE 4. 55C
BOKLT2CEAFE 30 5 B8 20 MEFR BT 90CH
55CiE K. 72CEME 30 s /5 2CEM 10m
P B ATIR G AT EEE A T 6 VL
FR&| M Y78 Thill-112U, 65CEY) 3 h BE 7~
MR &b BB AR 180 VIEJE Bk 3 he A

Bh 4 e 0T LK 2
L6 MEBEZHKE O 1BZHERE A1166/C M
ol

LB A 5 -ATA ATG TAA GCT CAT CCA
CC-3’, T#H M~ 5 -GAG ATT GCA TTIT CTG
TCA GT-3’. PCR R Rtk & A 50 ML, £ & £ FHA
DNA 4 HI, dNTP 200 Hmol/I, & T # 5| 44 20
mmol/L, 10 x PCR 2 3K 5 UL, M gCl 3 mmol/L, Taq
B 2U. RILAMEHN 94CTAEA M 3mn KJE 94CE
M 40 s  55CHE K 50 s T2CEM 1min &£ 3040
B3, &5 T2CEM 10min ¥ 3 =4y 347 IR 4 14
Wi B AL 3 4 4 BL [R% 4 W78 Ddel 10
U, 37CEEY] 4 h BEYI =91 R & B V7 M Bt i 5 X
120V B/ Es ik 3 h AHERG S0k,
L7 ZitFENE

| BFTRSIES R SPSSHUMR AT St AT, BB
Pla Xs&0R, AEHHELERA bk, HEMRH LR
A XAR ZFRARECXARELAXA X
B,P<QOSHERARUTFEN

2 £ R

2 1 FARKEZRFMEINFIRFRITEE

PRZH BRI F = % FE IR B ) (high density lipo
protein HDL)Z R B E AN (P < Q 05), A%
bRZERBLEEE (P>0 03F 1).

*® 1 BORASESMRABKERREVUEIRIRLR
AORH  ERKEA

2 & (110%1) (8011 ) i

Fi (%) 61. 47%9 95 56 41 £12 34 Q 003
W4 (mmH g) 137. 30 £19 96 135 25 £19 22 Q 479
ik & (mmH g) 85 9217 01 84 94 %12 36 Q 646
MHE (mmol/L) 5 7532 00 5581 75 Q540
SJHEEE (mmol/L) 432123 43132094 Q944
H M =8 (mmol/L) 1L 85 %1 95 L 75%1L 58 Q 701
FEEENREA (mmol/L) 1 0230 32 L 1730 39 Q 006
RZEFEREA (mmol/L) 2 79 X0 90 2591087 Q 133
R REH (kg/m?) 240013 08 2516134 a 110
BIEEA A/B L5430 19 L 53+0 26 Q656
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22 MERKRZUEBERBA BREZESMH
ACE ZE[H PCR ¥ 3G ml =AW Fh B, Bl 490 bp

I T B (TEEAZ3E R ) A1 190 bp SR 2K 7 B (D

SRR ). BT ATE (A 490 bp F B )

DD (XA 190 bp FE)A D (%7 490 bp Al 190
bp AN B ) =R R A (] 1), 504 DD 2
DRI 2 Je DS54 BE PRI A B S i T IR 0T R4, 72 5

FEREM P<003% 2).

® 2 MERKEEABEREAN REASTHERBRFMERGRSS (§)

He R Y S LA
M5l n
DD D ® D 1
SR 2 110 48(43 6% ) a 37(33 &% ) 25(22 &) 133(6Q0 %% )b 87(39 %% )
IE& xR 80 21(26 % ) 29(36 % ) 30(37 4% ) T1(44 4% ) 89(55 6% )
X2 {8 7. 438 9 632

aN P<Q05bAN P<Q 0L S5IEHNEBALLK.

23 MERKRFEERE M235T Z55M

AGT 2[R PCR 437 ¥)79 163 bp ] DNA Jv
BL 4IR&IME N VIEE Thill-IHAL)E, 7245 140 bp
(1] DNA FrBt. #0035 & A N D) B R
A7 A, MIEEY) 5 K =45 140 bp ) DNA A B, BI TT
RFE B 5 RAE—AEAEE SR WU A7 A,
MIBEY] 5 T =42 163 bp A1 140 bp %> DNA H EX,
BT T J (R B 2 AN S5 7 56 R 380 TG AR Sl s, DA
B, BD MM ZE R (B 2), a0kl AGT ZE [
TT He R A J T %5 A7 5 R A3 246 BH (B vy T 1E 3 o) R 20
(P<Q 03% 3),

490bp

190bp

1L PCREMENMERKREHBERLZTSHER
M AR FIRE, 1.2 78 DDAEKE AL, 3~ 6.9 1008 D HEH A,
8 114 TIERHA,

* 3 MEXKFERERE M2STZSMERBREMERMESH ()

HE R A E s 37|
M Fl n
MM MT TT M T
A 4L 110 10(9 1% ) 27(24 5% ) 73(66 %6 )° 47(21 %% ) 173(78 &6 )*
IEH xR 80 17(21 2% ) 29(36 3% ) 34(42 ) 63(39 4% ) 97(6Q &% )
XE 11 655 14 61

al P< Q05 5IEFEIRALE.

163bp
140bp

2 ZRMBERNRIFKZSERINEZKER
M23STERAZ M4 M AARS A TR, L2409 MT AR,
3.5 88 TTRRE AL, 6. 78 MM K AL,

24 MERKE O 1 BZHEE A1166/C ZRSM
AT, RE:K PCRY™ ¥4 350 bpif] DNA Jv
B, BV BTE 116660 A~ C&#, WF=4k

DdelN VIEEY] m, W YIEEIH AL 5 742 211 bp Al 139
bp P> DNA frBt. #ERFATH AA (U 350 bp /v
BE).CC(&H 211 bp Al 139 bp /N B AT AC (&
A 350 bp. 211 bp Al 139 bp =4S B ) = FhFE A AL,
AR P REI CCERE (K 3). moimd
AT REEF AAVACHH B K A, C AR IR 5
IEERAMEZER T RENE (R 4).
25 BETHENEEZSHREEE CRET
XUBE

ACE DD+ AGT TT+ AT, R AA #Y3 78 & 5a 0o
EE3tt (OR) A 3 395 = T3 A ACE DD A %%
(ORA 2 175) & AGT TT & (OR N 2 669)#, 1k
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T ACE DD+ AGT TT 23 (OR K~ 6 098 & 5).

T4 MEZEKE O 1 HZHEER ALI6/CEZEEHEFRR
REMERAESTE (F)

FE ERbE 37
A5l n
AA AC A C
SO 110 94(85 F% ) 16(14 T )  204(92 Te) 16(7 ¥ )
EHAEA 80 70(87 %) 10(12 %) 150(93 8% ) 10(6 2% )
XA Q 164 Q 152

350bp
211bp

& 139%bp

3EBMERN - REFKZSHERUINEZKEZE® 1
BTN AL166/CEEZ AN M MR TR, 103~ 84
AAFERTY, 28 ACFER T,

*F 5 MEZSKEERUHEREAN AL MEZSKERER
M235STRMEZHKE @ 1 BZFEER A1166/CEHMEHE
P

SEEL LW R AR

FEH FE P ml) m ) X2 OR P
ACE DD 48 21 6 054 2175 <Q 05
ik DD 62 59
AGT TT 73 34 10 721 2 669 < Q 01
1k TT 37 46
ACE+ AGT DD+ TT 34 8
4k (DD + TT) 76 72 1L 76 4 026 < Q 01
DD AAE T 23 33 13 687 6 098 < Q 01
ACE+ AT,R DD+ AA 43 20 4149 1925 <005
45 (DD+ AA) 67 60
AGT+ AT,R TT+ AA 65 30 & 636 2 407 <Q 01
dE(TT+ AA) 45 50
ACE+ AGT+ AT R DD+ TT+ AA 30 8 & 636 3395 <Q 01
4E(DD+ TT+ AA) 80 72
3 it

ACE. AGT ML B 7K 3 ©( angiotensin @& Ang
@) RASH I EZIH A 7. RASHIZEY) 22 RN
FEENL AngORIEHL. IEFERAATS WL HI 2
AL R BEAT 1 B RO T 9T, IB TR B

[R] 8] F A ELA'E P B 22 225 DR S6 i AR 3% 24 3 [R) 48 P ) =
B HORER 2 R SE K B RAS 5 (A28 S A 5 o0
R IR R AR S B A Y

ACE /& RASHHIXH#E. ADWFFKIL ACE
R DD EEM 5% ACE KA 5=, HaeH
OB R FEARB R, WK ACE
DD KRR K D 2 A AR B 2 i T IE
SHRZH, 5 A2 B g — B Y. SRR AE LT
K JEAH X NBE R ACE 2[R 1/D ZE R4 7 Al fg 5
Te U9 PR R A B A S

AGT J& RASHME— IR IEY), KE 5 B 4t
FFEH AGT Z K M 235T £ 451 5 w0005 B A A%
Mo Tshigan &5 3@ I B R R B AGT 3 [H]
M 235T 2 &% 55w O Kk & AR, w O w4 TT
FEPRI T Je T S5 A 3 DR A 6 W 2 T IR H A
A RE ARG . AL BRI, AGT
TT HE PR BUAT T &5 A7 5 DR AR 2 AE 56000 B 2 5 T 1F
WA, FRONTE L P K R O X N #E A AGT
M 235T 2 K| 48 57 1] fig 5 ek /O 140 R 26 LA AH O M

AT,R 2 Ang®fFH T 0 I R G0 E B 24K
WAL, AT, R ERF 15T R EmLAEXT Ang@F)
BB, NITTAE A ngCIHEL 22 308 2L MAZE R
PEARIEH A A 1166 /C 2 25 P 1] 5 5 76 O 98 1) K
A, AW R EOR, w0 S 1 H R
Z 08 AALACEE R BYSRFD A C 2517 35 DR A L 45
ERTRENE SEANZHIRE—S" . AR
KREEIESZ AT, R I A 1166/C 2 &M w0k AH %
B, WTREH T AT, RER 116641 A1 A™ C B fir
T 3 um AR RN R X, AN AT gw g B 0 AR R A
, A ge e L ohag gz

S8 0o A2 22 B DRI, AN 43 AT BN R AN SR
BHEEED, MAMAERENZH. BT 5
RIFFEAR B8 S o e HF 7 %o B b 3 B R [
HR, BHEBERE RASH ACE.AGT 1 AT, R &3
DAL ) R4 FH AT B 5/ I 8 7 4 e FLAth A= P 3508 1)
SO T S AR 9 45 18, BT LA T o0 993 95 AT FRT I 9
NEAT 2 B R M . ACEE T T ACE 1/
D.AGT M 235T }2 AT,R A1166/C 3 £ &4 57
OIRRIR R, 4558 Bon R B ACE DD K &L
AGT TT F K 8 3 AR o 09 PR XU 56 08 28 48 vy, HL
ACE DD R BIFT AGT TT i BRI A 46 T 10 [ 76 FH,
FNE S SR U S5 AL

seb Lo A s e N A AR e i 2 —, H
AU MG REARYG . RO 52 15 4% DR 3 FI IR B8 R 52
W, Higtfe R R EEIEH . A8 K RASH
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ACEZ[FF1 AGT 2K £ &5 5 = O R IR A 2K,
ESE T ek bR 20 ko A8 Y T RE I8t 4% 2K 8L, I BH T RAS
(1 2 B IR 5 500 78 R A R R (R RT RE AL, W] RES

I PR 4 i 5 Lo 2 (A6 A ML)
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