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BAMER 53 1%, 5 E (45 &% )IE, ZHAGETFEXL (P> 0 05); S k2 EH o E FKEHMLIHE DD
ARAMEN 48 1%, 53THE (4 X% )&, ZHEAETFEL (P<Q001); S EHSHEMEIK CCHRA
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[ABSTRACT]

G ene Polym orphisn;

Angiotensinogeny  Angiotensin Converting Enzym ¢

Aim To mvestigate the association between the polymorphisms of angiotensinogen gene (AGT s ),

angiotensin converting enzym e gene (ACE; ), atrial natruretic peptide gene (ANP,,;5) and essential hypertension m a

southem Chinese H an population

M ethods Perfomed by gene chip technology the genotypes of 81 essential hyper

tensive people and 120 control people were m easured to analyze the polymorphisns of AGTys, ACE,,;, and ANPys.

Results A significantly higher frequency of ACE;, DD genotype was observed m hypertensive group (48 1% vs 4 2%,

P< (Q 001) than n control group

was respectively 53 1% and G 1%, while itwas respectively 45 &0 and 8 3% in control group

ences w ere observed (P> Q 05).

JR R AR ILE ( essential hypertension EH )25
PR ANIREE R AR LA F A SR B A MR, & 2
Ol LB BB SZ R R 3R . BFAL EHL H) 5 SRR ]
A BT B EH R L v H PR s gtk dE. E A
AN B 9T B R, I E R 5K 3 5L ( angiotensinogen,
AGT,s5) ML B 5K R ¥ L BE ( angiotensin converting
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In hypertensive group the frequency of AGT;5 TT genotype and ANP,,5 CC genotype

No significant differ-

Conclusion The polymorphisn of ACE,,, gene is related to essential hypertension
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FraE% A& =K 8 htl b, T & BEMLA #
Jii o AL R R B B ( total cholestero] TC). H 8
Z B (triglyceride TG) K% E fE & & ( low density
lipoprotein LDL). & % E f§ & & (high density lipo-
protein HDL) F i # ( blood ghicose BG)o
L3 EREZEMEDH

B F A E NN 3mL 2 Z B0 L8 (eth-
vlene dmitribotetraacetic acid EDTA )30 %, % & 7
HERBEEE DNA. 2Bl EET BT FimA Taq
BEER Q 8ml; EAY HEE F 24l Am A\ B R
EREBR HENREERIMBENEE LFR, B
5], £ % 4 B8 5 R N ( polymerase chain reaction
PCR) DU % T 7| & 4 3§: 94C 25 5 56C 25
74°C 25 s 40MEFJE 72C 25 s B A% PCRY
BEHT OBCHREM Smin - 20CHRF; £
PATA AR €, 4CHE 4min BaD % [F
LR ORI, H& 4 Array Doctor 3 447,
A AGTy5n ACEyp B ANPys [ £ L B o BaD
£ R R O AR B S AR B R A T B B
ER; ONEE 25
L 4 ZRitFALE

KA SPSS 16 H fr W #H AT RITFAE. M fE.
A« 5RO, A BRI & o #E 44T,
AGT,353 ACE & ANPyye Bk [F B B 45 i B I H 8 2
W R R A XhE, L P<QO0SHZERASITH

AR Ao

2 £ R

2 1 BSMMELMXEBHEN—R IR
WM AR AN MBE A EL, ZER LB E M (P>
Q03 1),

R L SMEEFBEP—RER
T H FLEA (n= 81)

XHEH (n= 120)

SHEEE (mmol/L) 4 651 06 4 38 %1 24
Hith =5 (mmol/L) 1 64 %1 14 1. 29 %a 78
RZEARE A (mmol/L) 2 78 %1 29 2 86 *1 25
FEENEEA (mmol/L) L 13%a 37 1 250 43
IL4E (mmol/L) 3 6%0 4 52106

22 SMEAMIBENEERBLFMEESH
v L s 2L Ao 2 2 R R ok o P2 AL I £

4 HandyW einberg *F 7. 5 1L 1 41 %% %t il 41
AGTys TTEER BN Z 73 518 53 19 Al 45 &%, 2
FREFHIFREX (X=596P>0 03 £ 2). sl
JEZH ACE,;, DD BRI B ZE N 48 1%, 5T 4
(4 2% )i, ZREFRIFFENL (X =56 76 P
<Q001), P4 D S5EALEEF B 7358 5% Fi
300, ZERHESITFENL (X =3L §P<0 0L %
3)o EMLE 4 K X BB 20 ANP,ye CC 3[R B 4 5 43
BN 6 % & ¥, ERELGITFEN (X =13 46
P>0 03 % 4).
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