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[ ABSTRACT]

yme gene and coronary heart disease (CHD) in Hunan Han population.

Angiotensiir Converting Enzyme;

Gene Polymorphism;  Angiotensin

Aim To study the association between insertion / deletion (/D) polymorphism of angiotensin converting enz

Methods By polymerase chain reaction (PCR),

100 patients with CHD and 54 healthy people were detected for their angiotensir converting enzyme ( ACE) genotypes and allele

frequencies.

Angiotensin @ (Ang , nitric oxide (NO) and endothelins ( ET) were also detected in the above people.

Results The frequencies of DD genotype and allele of CHD group were marked higher than that in control group ( P< 0.01), the

odds rate (OR) of DD genotype compared with ID+ II genotype was 7. 27 (X’= 13.42, 95% CI: 2.38~ 22.24).
Ang @ and EI/NO in CHD group are significantly higher than that in control group ( P< 0.05 or 0.01).

The levels of
Conclusion

There might be close relationship between DD genotype of ACE gene and CHD in Hunan Han population.
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Figure 1. Picture of determination of ACE genotypes by PCR

amplification
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Table 1. Comparison of ACE genotypes and frequencies of allele between CHD group and control group
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Table 2. Comparison of Ang ET and NO levels between
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W R E —EAA 0.6 *0. 4* 0.5%0.5
a: P<0.05, b: P< 0.01, S5xtIEHLH.
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Table 3. Comparion of different ACE genotypes with Ang II and ET/ NO in CHD group and control group (x *s)
D DD
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(Mg/L) (Ug/L) " (Hg/L)
FRRVY SR 7 55+11 0.50%0. 18 58 54 £13° 0. 58 £0. 23° 35 69 £18" 0. 76 £0. 30
pOpice:] 16 47 8 0. 56 £0. 26 27 5013 0. 47 %£0.29 11 56 =7 0. 60 £0. 49

a: P< 0.05, b: P< 0.01, 5xf A LLE.
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