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Relationship between the I/D polymorphism of angiotension converting enzyme gene and coronary heart
disease in Hans of Baotou area in Inner Mongolia
XIE Ji-ming, FENG Xiao—mei, QIN Wen-bin, et al. Department of Laboratory, Inner Mongolia Autonomous
Region Hospital, Hohhot 010017, China

[Abstract] Objective To investigate the correlation between the insertion/deletion (I/D) polymorphism
of the angiotension converting enzyme(ACE) and coronary heart disease (CHD) in Hans of Baotou area in Inner
Mongolia. Methods The ACE genotypes of 94 patients with CHD and 67 cases in the control group were de-
tected by polymerse chain reaction (PCR). Results The /D polymorphism of ACE amplified by PCR produced
two types of gene fragments 490 bp and 190 bp. The 190 bp fragment only appeared in DD genotype, the 490 hp
fragment only appeared in I genotype, and both 490 bp and 190 bp fragments appeared in the DI genotype. The
insertion of specific PCR further proved that types of 1l and DI just contained 335 bp fragment. The frequencies
of DD, DI and II genotypes were respectively11.7%, 50.0%and 38.3% in CHD group, and 10.4%, 50.7% and
38.8% in the control group. Distribution of ACE genotypes was no satistically significant difference between the
CHD group and the control group, nor did the CHD patients with hypertention and without hypertention (all P>
0.05). Conclusion There is no correlation between the /D polymorphism of the ACE and the CHD in Hans of
Baotou area in Inner Mongolia. And the D allele of ACE may not be a risk factor for CHD.
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$1 CHDA5%BA ACE B H IR K %5 5B E K LB

EREME(%)] S EEAR(%)
HH P
DD DI 1 D I
CHD 4 94 11(11.7) 47(50.0) 36(38.3) 36.7 63.3
ot 67 7(10.4) 34(50.7) 26(38.8) 358 64.2

%2 CHD SHBULAELASKAH & MM ACE X8 A5 % R %y 2 5 A 2 0 B

ERBHR(%)] B0 M (%)
# 5 ks
DD I D 1
BHEmEM 46 7(15.2) 23(50.0) 16(34.8) 40.2 59.8
REFRNESA 48 4(8.3) 24(50.7) 20(41.7) 333 66.7
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BERBRUEREOEEERRS, #7ETERSHE
B ACE REKNESHS CHD (I RAEBEMR,
T2 —3 %t 6 714 AW RTRE DR R ,ACE
ERMEEBSONEFRHRRER, 5 ERE
HE. B DD EFEB N EFNAAEE KWE CHD
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(32.0%) , T HEERFHIE T3 )5 , ACE B B 8 5 X if
BEA OCMERFBHRAERE T (GEMNE)ZMHE
BAEXB, ZRMNOHFFRS DD EEFHAE CHD 4
0%t B8 40 B9 43 F #8 55 Harrap Z M0 4R 8 — 3, & A7
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