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ABSTRACT

Polymorphism, Restriction Fragment Length;

Coronary Dis-

Aim  To study the association of angiotensin ®type 1 receptor (AT 1R) gene A1166/ C polymorphisms

and coronary heart disease (CHD) and to evaluate the effect of AT 1R gene A1166/ C polymorphism on plasma lipid levels.

Methods By Polymerase chain reaction — Restriction fragment length polym orphism ( PCR-RFLP) methods,

AT 1R gene A1166/ C genotype of 161 CHD patients and 167 controls were determined. Plasma lipid levels are measured

by routine way.

aged CHD patients and controls, also no differences are found in plasma lipid levels.

Results  There are no statistically differences in AT 1R genotype AC and AA frequencies between

Conclusion ATI1R gene

A1166/ C polymorphism play no role on the occurrence of CHD and has no effects on plasma lipid levels.
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Figure 1. DNA product and genotype fragments of ATIR.

PCR product is abbreviated to Pp.
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Table 1. Comparison of frequency of ATIR genotypes and alleles between CHD and control
Genotypes [ n, (%) ] Alleles (%)
Groups n
AA AC CC A C
Control 167 9 (5.39) 158 (94. 61) 0 (0) 52.70 47.30
CHD 161 9 (5.59) 152 (94. 41) 0 (0) 52.79 47.21

P> 0.05 with in each genotype and allele betw een the two groups.

2.3 BMEAMEEKRZ O BZHELEEFRSMEE.
EERAKTEHER
0 ( CHD) 41 TC A1 LDLC 7KF 5 % I 4,

[FZH AT IR &5 K B 2 Ja), & 505 7K -7 5 6 4 it
HFEF(FK 2, Table 2) »



222

ISSN 1007-3949 Chin J Arterioscler, Vol 9, No 3

*2 RENEZEKRZEC AZGEEERBESEME.EES
KFEXBRMEEE (x Ts, mmol/ L)
Table 2. Comparison of serum lipid and lipoprotein levels be-

tween each genotype of the two groups

Groups Control CHD

Genotype AA AC AA AC

TC 4.58%0.40 4.4710.45  5.38%0.53  5.42%0.60°
TG 1.3440.22 1.39 0. 17 1.4330.19  1.4530.16
LDLC 2.3840.27 2.3240.20  3.67£0.24*  3.59%0.21°
HDLC 1.2040.16 1.19%0.21 1.2530.19  1.28%0.17

a: P< 0.05, compared with control group.
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