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Association between angiotensin converting enzyme gene chymase gene and regression of left ventricular
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Abstract Objective To investigate the association between insertion deletion I D
polymorphism of the angiotensin converting enzyme ACE gene and the A B polymorphism of the
chymase CMA gene with regression of left ventricular hypertrophy LVH in patients with essential
hypertension and left ventricular hypertrophy. The study subjects had been participants in a long-term trial
of therapy with an ACE inhibitor. Methods Follow-up data of 157 patients with essential hypertension
and left ventricular hypertrophy were collected. DNA fragments of ACE gene and CMA gene were
amplified by PCR and analysed by RFLP. LVDd IVST and LVPWT were measured by Ultrasonic
Cardiogram UCG . Results 1 When long-term treatment with Benazepril was carried out the blood
pressure was markedly decreased and the heart rate was maintained steadily. 2 Regression of left
ventricular hypertrophy was improved. 3 The magnitudes of regression of LVM and LVMI during
therapy were greater in the DD group than in the II and ID group. No significant differences of other
indices were found in the different genotype groups of ACE. 4 No significant differences of all indices were
found in the different genotype groups of CMA. 5 No interaction appeared between the genotypes of the
ACE and the genotypes of the CMA. Conclusion Hypertensive patients with DD genotype were more
likely to have regression of left ventricular hypertrophy when treated with ACE inhibitors than patients with
other ACE genotypes. No evidence was found to support an association between CMA genotype and
regression of LVH in those patients.
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P<0.05 P<0.01
Epi 6.04 SPSS 11.0
t e LVH
3.ACE 1D CMA AB
157
1. 24 LVH ACE
157 LVH CMA ACE CMA
58.04+10.10 50 78.98 % BMI LVMI
87 55.41% P >0.05 ACE CMA
76 48.41% 3 4
59.26% ACE LVM LVMI DD
1 24 II 1D
PP P
SBP DBP PP 2.56 kPa 19.25+ >0.05 ACE DD
18.56 mm Hg 1.51 kPa 11.33+ 11.09 mm Hg LVH
1.05 kPa 7.92+16.13 mm Hg CMA
P <0.01 P >0.05
HR P>0.05 BMI LVH
2.LVH 2 P >0.05 ACE
24 LVDd IVST LVPWT CMA
LVMI
41.50+28.48 g m’
1 xts
SBP mm Hg DBP mm Hg PP mm Hg HR min
154.36 £17.63 94.40 £10.61 59.96 £ 15.31 74.01+5.88
24 135.11411.21° 83.0746.68" 52.04410.03" 73.76+5.54
19.25+18.56 11.33+11.09 7.92+16.13 0.25+6.17
» P<0.01
2 LVMI Tts
LVDd mm IVST mm LVPWT mm LVM g LVMI g m’
49.64+4.82 11.80+2.16 10.78+1.62 252.43+56.30 148.32+30.48
24 47.64+4.23%" 9.46+£1.57" 9.44+1.15" " 182.30£42.71" 106.82£21.47° %
2.00+4.69 2.34+2.41 1.34+1.79 70.13+48.16 41.50+28.48
» P<0.05 x x P<0.01
3 ACE Tts
11 D DD
SBP mm Hg 19.73+19.08 18.49+17.73 20.42420.62 19.25+18.56
DBP mm Hg 11.94+10.68 11.24+11.56 9.53+11.08 11.33+£11.09
PP mm Hg 7.79£15.98 7.25+16.36 10.89+16.34 7.92+16.13
HR  min 0.24+6.15 0.2846.39 0.21+5.73 0.25+6.17
LVDd mm 1.43+4.72 2.58+£4.40 1.84+5.60 2.00+4.69
IVST mm 2.04+2.34 2.34+2.44 3.42+2.39 2.34+2.41
LVPWT mm 1.42+1.74 1.10+1.71 1.95+2.12 1.34+1.79
LVM g 63.21+43.98 69.85+44.48 95.60 +66.70" 70.13+48.16
LVMI g m’ 36.52£25.76 42.36+27.21 55.86+£37.44" 41.50428.48

* P<0.05
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