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[ABSTRACT] Aim

Comnary A therosclerosis
Gene Polymorphism

M 235T and angiotensin-converting enzym e( ACE) genetpye I/D and coronary atherosclerosis
population was consisted of 151 patients w ith coronary heart disease( CHD),

w ithout CHD.

Angiotensiogen

Patients w ith CHD were canpared with those persons in the healthy control group .

Polym erase Chamn

Angiotensin Converting Enzym ¢

To ivestigate the relation beween the polymorphisns of angiotensinogen (AGT) genetpye

M ethods The study
the healthy control group w as consisted of 127
AGT gene polymor

phisns was tested with polym erase chain reaction and restriction fragment length polymorphism ( PCR-RFLP) technology

and ACE gene polym orphisn s was tested w ith PCR.
group was separately 76 26% and 35 10%,

wwwww

Results The ratio of AGT-TT and ACE-DD genetype n CHD
which was significantly higher than the control group (44 10% and

14 96% ). Therewas significant difference of the AGT-TT genetype betw een the CHD group and the control groupP < Q

01, sowas ACE-DD genetype between the wo group (P < Q 01).

Conclusion In the population of Chinese m iao na-

tionality the gene polymophisn s of genetype AGT-TT and genetype ACE-DD are wo risk factors of CHD moibidity and

they are both independent of each other but also mutually coord nated.
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