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= Abstract =

Correlation Between Insertion/Deletion Polymorphism of Angiotensin
I-Converting Enzyme Gene and Left Ventricular Hypertrophy

Seong-Wook Cho, M.D.,** Hyo-Soo Kim, M.D., Jong-Min Song, M.D.,
Jin-Ho Choi, M.D., Sang-Cheul Lee, M.D., Cheol-Ho Kim, M.D.,
Dae-Won Sohn, M.D., Byung-Hee Oh, M.D., Myoung-Mook Lee, M.D.,
Young-Bae Park, M.D., Yun-Shik Chei, M.D.,

Jung-Don Seo, M.D., Young-Woo Lee, M.D.

Department of Internal Medicine, Seoul National University College of Medicine, Seoul, Korea
Department of Internal Medicine,** Inha University College of Medicine, Sungnam, Korea

Background : It was reported that patients who have left ventricular hypertrophy have high-
er D allele frequency of angiotensin I-converting enzyme gene polymorphism, especially in Cau-
casian normotensive men. We studied to know whether genetic polymorphism of angiotensin I-
converting enzyme gene is associated with the development of left ventricular hypertrophy in
Korean people whose genotype frequency is quite different from that of Caucasians.

Methods : Total 156 patents were included in this study. Presence of hypertension was
checked with the criteria that hypertensives are one whose blood pressures were all above 140/
90 at least 3 times spanning 2 months or one who had been diagnosed as hypertension and on
his medication. Left ventricular mass index(LVMI) was calculated using electrocardiogram by
Rautaharju equation, and left ventricular hypertrophy(LVH) was defined as LVMI was above
131g/m* in male or above 110g/m’ in female. Genomic DNA was extracted from the
mononuclear cell of each subjects and PCR was performed using new primers for the region of
intron 16 and exon 17.

Results : Genotype frequencies of D/D genotype and D allele were 0.200 and 0.413 respec-
tively in group with LVH(n = 40), 0.103 and 0.392 respectively in group without LVH(n =
116). There was no significant difference with each other group. However, when only the nor-
motensives were included in this analysis, frequency of D/D genotype is significantly higher in
group with LVH(0.231, n = 26) than in group without LVH(0.076, n = 79)(Fisher's exact test,
p < 0.05). There was no significant difference in genotype frequency between the nor-
motensives(n = 105) and the hypertensives(n = 51).
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Conclusions : In Korean people, D allele of polymorphism of angiotensin I-converting en-
zyme gene is also associated with development of left ventricular hypertrophy in the nor-
motensives and is not associated with essential hypertension.

KEY WORDS : Angiotensin I-converting enzyme - Left ventricular hypertrophy - Po-

lymorphism. .
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Table 1. Subjects that were enrolled in this study Values : Mean+SD
LVH(+) LVH(~) LVH(+) LVH(-)
n 14 37 26 79
M:F 3: 1 28:9 7:19 60:19
Age(yrs) 57.7+6.1 58.5+7.6 54.5+10.1 55.0+13.3
BMl(kg/mz) 25.7+3.7 242425 247+ 3.6 236% 3.0
Table 2. Genotype frequencies of the patients with or without left ventricular hypertrophy
n D/D 1/D 1/1 D allele I allele
LVH( +) 40 8(0.200) 17(0.425) 15(0.375) 0.413 0.588
LVH(~-) 116 12(0.103) 67(0.578) 37(0.319) 0.392 0.608
Table 3. Genotype frequencies in the patients with or without LVH classified by hypertension
n D/D 1/D 1/1 D allele | allele
Normotensive
LVH(+) 26 6(0.231)* 14(0.538) 6(0.231) 0.500 0.500
LVH(-) 79 6(0.076) 48(0.608) 25(0.316) 0.380 0.620
Hypertensive
LVH(+) 14 2(0.143) 3(0.214) 9(0.643) 0.250 0.750
LVH(-) 37 6(0.162) 19(0.514) 12(0.324) 0.419 0.581
* 1 p < 0.05 with normotensive LVH(-) by Fisher's exact test
Table 4. Genotype frequencies in the patients with or without hypertension
n D/D t/D /1 D I
Normotensive 105 12(0.114) 62(0.590) 31(0.295) 0.410 0.590
Hypertensive 51 8(0.157) 22(0.431) 21(0.412) 0.373 0.627
act test® o]83tAom], & & Atole] HEAQ vl ¢k FAL(G1B) Y FHFL HEE BlusE ol
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