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[ ABSTRACT] Aim To study the relationship between the angiotensiongen gene M235T polymorphism and coronary vessel

disease in Chinese people from Shanxi and its vicinity. Methods Polymerase chain reaction combined with restriction enzyme
Genetype and allele frequency of the patients
Results

The TT genetype and T allele frequency are different in the patients for the viration of the number of coronary vessel disease and
mean CHD scores( X’= 29, 537, 28.560, 31.970, 31.771 respectively, P< 0.01).

frequency and the number of disease or scores( r= 0.396, 0.355 respectively, P< 0.01).

digestion was used to study 152 patients who were accepted coronary angiography.

was compared according to the number of coronary vessel disease and mean coronary heart disease (CHD) scores.

Positive correlation is existed in T allele
Conclusions There is an asso-
ciation between gene variants of the angiotensinogen and the number of coronary vessel disease and mean CHD scores.  The num-

ber of coronary vessel disease and mean CHD scores will be higher gradually with the increase of T allele frequency.
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1.2 BARhAKIES

AEHTHRENTRIREZRE, FRERF
BXBAATHRE BIRE RIXFE=ZRE
F AU LD K004 U T4~ F18 o~
£ 48, FROFE I E B EEE KA Gensini
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EEXFE AR R A BRAE TR fhF &8
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&L fris mEHERKELT L. 04
MR 25%: 1 4 Bk 25% ~ 49% ;2 42 Kk % 50%
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1.4 MERKREEREZSMEAIEN

1.4.1 R4 DNA R¥  FEUS A # ikt 2~ 3
mL, EDTA T RS A RGO B, 4B a4 e, B
—& {7 =T 3R 2 F 41 DNA, 45 & A260/A280 2. 8.
1.4.2 RbEmegERE5I4  AGT ZHF 3|4
JF 7% Ishigami & i, & TaKaRa A 5 A& i L
WEI ¥ 75| A 5-CGT TTG TGC AGG GCC TGG CIC
TC-3"; T# 5957 4 5-AGG GIG CTG TCC ACA
CTG GAC CG-3’ (AC H B AT RE) .

1.4.3 B&DNA H R SBEER B x A&
BEER R MR A 4 50 UL, £+ 4 &£ FH 4 DNA 1 Lo,
dNTP 200 Hmol/L. EX Taq B 2. 0 Unit. 10 x EX Taq
Buffer( & MgCL,) 5 HL.P1 54. 25 pmol #1 P2 54. 25
pmol( LA £ & DNA 4b, # &1 TaKaRa 2+ 5] {2 ) . A
PE 9600 ¥ 3§ 0L 5, 78 2F 5 4k: 93 °C L& 1£ 3 min,
B 10 MEFRE 93°C Z T 55C B KT 72°C H
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REBEEE A =48 163 bp 1 DNA B,
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FE [F R EZive 37|
R (n)
MM MT TT M 1}
TR (52) 11 (21.2%) 23 (44.2%) 18 (34.6%) 45 (43.3%) 59 (56.7%)
BSRARA (32) 6 (18.8%) 13 (40.6%) 13 (40.6%) 25(39.1%) 39 (60.9%)
MIIHE AL (30) 1(3.3%) 7(23.3%) 22 (73.3%) 9(15.0%) 51 (85.0%)
=R (38) 2(5.3%) 4 (10.5%) 32 (84.2%) 8 (10.5%) 68 (89.5%)

4 N AR ELEL P< 0,01, ZEEBRI4E A7 B 7 X2 4351 28. 560 F 31.771.
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K8~ H 4L NS 4 73~ H )% 8 fr~ HEIEE

4 ZH Hk R B R 45 7 Bk TR A 26 22 e 30 R 3
(35 P< 0.01) o X 4 2 J= PR B FN G5 7 5 PR A 26 43 il

RS N R R ERF EEE (B P<
0.01), HR¥WILER(EK2) .
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e Y55kl EZive 37|
R (n)
MM MT TT M T
0 4 4H(52) 11(21.2%) 23(44.2%) 18(34.6%) 45(43.3%) 59(56.7%)
4 4y LU 4(31) 6(19.4%) 12 (38.7%) 3(41.9%) 24 (38.7%) 38 (61.3%)
45y~ 4 (38) 2(5.3%) 9(23.7%) 27 (71.1%) 13 (17.1%) 63 (82.9%)
8 s~ 4 (31) 1(3.2%) 3(9.7%) 27 (87.1%) 5(8.1%) 57 (91.9%)

4 SN AR ELEL P< 0.01, FEFE BRI AT B X2 45 28. 560 F 31.771.
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AR LTV LA A O UL A A 1
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IR, T FIM S5 R AE A BUR B3 WL
%3 MR AR R A BB X 5, 7 262 2 14
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M RSKE AR, BERERAPMEREEN
FATBRITHEAT I W, e R 20 ko A2 if A 0 AR R
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BRI AE N 5 = R NP A A Y K %=
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Ma o E H Ao B EE A el T e ) A S 2 R A
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ST BE R N O 0 R B FE R TR 2R, A 9 A8
AGT R 57 57l RS AR B AH R & ik, T 5540
LR R AR AT G, el R S0 ko A8 S BURR %2 L R ER
H, J@IEXT AGT M235T 2 [F £ 25 5 IR 3 Bk w

AR BIWETT, X PP 76 DR 30 M 22 1) S 6 R 2K AN
WU TR BBk 22 (1 23 N FE SR AL TR AR, o
rNzil R RS G E P R = e 3 T P SR EA T
W1/l SERERA I 45 RA R i KEA E#E— D
TG FO, N ZFH KRR L TH P 2T7
AT ER T, DARAS H BEIn7e 35 145 R -
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