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Relationship between angiotensin converting enzyme gene and ischemic stroke LI Cai-ming * , ZHANG
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[Abstract] Objective To study relationship between angiotensin converting enzyme (ACE) gene and
ischemic stroke (IS). Methods (OFour hundred and fifty - four patients and 334 controls were recruited in
our study, their I/D polymorphisms of ACE gene were detected by polymerase chain reaction (PCR) and
denaturing high performance liquid chromatogram, and their risk factors of IS were recorded at the same
time. @In addition, 29 stroke — prone spontaneously hypertensive rats (SHR - SP) and 40 Sprague — Dawley
(SD) rats were enrolled, and hypoxia — apnoea animal models and simple apnoea animal models were used at
the same time. Their plasma angiotensin 1 (Ang I ) levels were determined. Results The frequencies of
DD, ID and II genotype in IS patients were 22. 5%, 43. 4% and 34.1%, respectively, and 17.4%, 45.5%
and 37.1% , respectively in controls. DD genotype was associated with large artery arterioslarosis (LAA).
Plasma Ang I level in SHR - SP group was (164. 49+ 34.58) ng/L, and it was higher than that in control
group [(150.92 + 24.92) ng/L ] with no significant difference (P>0.05). Ang I levels in apnoea and
hypoxia — apnoea group were (382.84+ 62.75) ng/L and (295.90+ 55.07) ng/L, respectively, and they
were significantly higher than that in control group (all P<C0.01). The relative risks of DD genotype and D
alleles in IS patients with smoking, alcohol abuse, or with diabetes mellitus were higher than those in
controls, but II genotype and I alleles were lower than those in controls. Conclusion DD genotype is a risk
factor for IS, Ang I takes part in the course of hypoxia — stress, and it is correlated with smoking, alcohol
abuse and diabetes mellitus in the pathogenesis of IS.
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Figure 1 Type of polymorphism of ACE gene detected

by 2% agarose gel electrophoresis

.
N WY

———

"2 3 4 5 6 8 9 10 11 12 13 14 15
%Hﬁﬁﬁl(mm)

25

>
=1

%)t E(mV)

—_
=1

u.

0

B2 T i “DNA Size” X (B ¥ 50 COBH#E
Figure 2 Graph of denaturing high performance

liquid chromatogram in " DNA Size” model(Tm=50 C)


http://www.cqvip.com

£ 000 http://www.cqvip.com|

PEEERANES 200746 A% 19%% 6§ Chin Crit Care Med, June 2007,Vol. 19, No. 6 323 ¢
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Table 1 Distribution of ACE genotypes in IS group

and control group

am  wEE DD D 1 DEMER 1HUEH
B4 334 58(17.4%) 152(45.5%) 124(37.1%)  40.15 59, 85
FRE 454 102(22.5%) 197(43.4%) 155(34.1%)  44.20 55. 80
LAA 62 17(27.4%) 27(43.5%) 18(29.0%)  49.15 50. 85
CE 45 10022.2%) 21(46.7%) 14(3L1%)  45.55 54,45
SAA 171 37(21.6%) 67(39.2%) 67(39.2%)  4L.20 58. 80
SOE 6 3(50,0%)  2(33.3%) 1(16.7%)  66.65 33.35
SUE 170 35(20.6%) 80(47.1%) 55(32.4%)  44.15 55.85

2.3 I3 Ang I KFME LR LE:SHR - SP X
BB I 3% Ang I /K ((164. 49+ 34. 58)ng /LI Xt
B 4H ((150.924+24. 92)ng/L)E,.EEZ R LB EH
(P>0.05), S H4R, ELHMNKE-E84
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2 8.130 1 2. 488, Wi A 11 B I {7 & H K
X 5 B 1A o o ) 4 R R OR 43 3 R 0.389 FlI
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HE R TR AR, H OR X AR 1.798
f, #7~ DD ZEA B 53 kW EERE (L (AS)H
X, NISHBBRET.

3% 4H M N 8 ACE W5 ACE # B 1/D
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HRRLEEER,HIMKE ACE BEHEAREE X
KRS EMTHBAY; BEHRRIBRAN L
B 2h Wil}E ACE IEHEEAEY,

SHR-SP RHEBHRMLEKRBRK—TLER, B
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TEIMLEBPBREEE IS, CRHRME S 58 %
H KM B B A A AR T AR B — TP
YRR, AR RE, ERILESMES . BHR
GHhBE-IEERERERADMMEAREER
B, MEBENR, DENERFREERFETRE
i RAS BIBE IE ARG Ang 1 KFPHASIME
B EER LAY, ERMWFR PR UES,
SHR -SP K R FE¥ M ERIE® SD KR BEFH
% Ang 1 KRN AR . HERLEEHE,
BUML3E Ang 1K F-5 LR AR 24, % 8 55 7 1t R
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Table 2 Odds ratio of every genotype in different groups(95%CI)

AH RHA/X RA /D DD ID I D &K 22
AR B 117/ 48 1.992(0. 707~5. 610) 1. 330(0. 675~2. 622) 0.523(0. 263~1.038) 1.679(0. 940~2.999) 0. 596(0. 333~1. 064)
B[/ 3033 337/286 1. 368(0. 927~2, 021)  0.829(0. 603~1.139) 0.974(0. 700~1. 355) 1.130(0.590~2. 008) 0. 885(0.506~1.548)
BER A& 57/ 35 8.130(1. 001~6. 034) * 1.287(0. 552~3. 004) 0. 389(0. 163~0. 926) * 2.488(1. 358~4. 558) * 0.402(0. 219~0. 736) *
FERE R 397/299 1.263(0. 871~1.831) 0.876(0. 648~1.186) 0.974(0. 711~1. 334) 1.085(0. 620~1.900) 0.922(0. 526~1. 613)
(537787 3::31 115 2.634(1.705~4.071) * 1. 756 (1. 065~2. 895) * 0. 614(0. 395~0. 956) * 1.833(1. 046~3.124)* 0. 546(0, 311~0. 956) *
TS RmBE & 339 1. 261(0. 857~1.854) 1.040(0.772~1.415) 0,813(0. 592~1.118) 1.041(0.596~1.819) 0.960(0.550~1.677)

SRR YA . - P<0.05
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