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The Effect of Antihypertensive Therapy on Left Ventricular
Mass in Hypertensive Patients

Kwang Ho Kim, M.D,, Sang Man Chung, M.D., Hyang In Kim, M.D,,
Yong Jin Joo, M.D., Yeong Soo Lee, M.D., Ki Yeong Kim. M.D,,
Eun Soo Moon, M.D. and Si Jun Chung, M.D.

Department of Internal Medicine, College of Medicine, Konkuk University, Seoul, Korea

Background © Hypertension is the major risk factor for cardiovascular disease. The increased
left ventricular mass has been recognized as an independent predictor of morbidity and mortality
in hypertensive patients. The assessment of the regression of left ventricular(LV) mass after
antihypertensive therapy offers prognostic information. 2D echocardiography has proved a sen-
sitive tool for the detection of the change of LV mass.

Method - LV mass and LV mass index were measured by area-length method of 2D echocar-
diography in 26 hypertensive patients and 10 normal control to evaluate the effect of beta
blocker(group I. n=16) and angiotensin converting enzyme(ACE) inhibitor(group II. n=10)
on the regression of LV mass.

Result - There was a significant increase of LV mass and LV mass index in the hypertensive
patients(199.0+ 87.7gm, 119.2+ 21.2gm/m?) compaired to the control(129.7+ 11.7gm, 87.4+ 8.8
gm/m*) (p<0.01. p<<00D). After 13.1 week treatment, LV mass was significantly decreased in
group 102009+ 35.3gm vs 164.7+ 25.4gm)(p<<001) and group 11(1959+ 43.3gm vs 152.4+ 27.1
gm) (p<<0O1D). The LV mass index was also significantly decreased in group 1(120.3+ 20.7gm/m?
vs 98.8+ 15.5gm/m?) (p<<0.01) and group I(117.5+ 22.9gm/m? vs 91.5+ 13.6gm/m%) (p<<0.01).

Conclusion . This results showed that LV mass can be reduced in hypertensive patients who
receive beta blocker and ACE inhibitor. The effect of antihypertensive therapy on LV mass
should be considered in treatment of the hypertensive patients who had hypertrophied LV.

KEY WORDS ' Hypertension * Left ventricular Mass.
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Fig. 1. Two dimensional echocardiograhic short-axis
end diastolic left ventricular image at high papil-
lary muscle level with superimposed tracing of
endocardium and epicardium.

Fig. 2. Two dimensional echocardiographic four cham-
ber left ventricular image selected for determina-
tion of LV length.
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LV mass= (Vmc—Vc) X 1.05
Vmc ; total volume of the LV mvocardium and
chamber
Ve ; volume of LV chamber
V=5/6 AXL
A ; area of the short axis at the high papillarv
muscle level
L ; left ventricular cavity length from the apex
to the mitral annular plane on the apical

4 chamber view
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Table 1. Clinical charcteristics and echocardiographic
LV mass of the patients and control at base-

line

patient(n=16) control(n=10)
age 581137 501+ 11.9
sex ratio(F/M) 0.73 0.85
svstolic BP(mmHg) 1842+ 135 124.3%+103"
diastolic BP(mmHg) 109.0+11.2 82.1t 6.5*
LV mass(gm) 199.0+37.7 129.7+11.7%
LV mass index(gm/m2) 119.2+21.2 87.4% 88*

* 5 p<0.01

Zt+z} 184.2+ 13.5mmHg, 109.0+ 11.2mmHgZE &
9] 124.3% 10.3mmHg, 82.1%+ 6.5mmHgol| ¥]3}o
2% oulglA F7hs o] AR (p<0.01, p<0.01),
HA4 2% A4 AFAee FATAAM 44
199.0% 87.7gm, 119.2+ 21.2gm/m?2 )22} 129.
7+ 11.7gm, 87.4% 8.8gm/m20]] H|&ld BF 9]m]9]
= 2718 JeEh o (p<0.01, p<0.01)(Table 1).
H el FSAE AHES 1A FAA AF F
A4 AFAFE Fo Hde Zhz} 2009+ 35.3gm,
120.3+ 20.7gm/m20] o1, =717t FF FHL
3 Fo|= Zt7} 164.7+ 25.4gm, 98.8% 15.5gm/m* 2
EF F9% ZAE EQoh(p<0.01, p<0.01)(Ta-
ble 2)(Fig. 3). Angiotensin & a2 A AE A}
43 270N A4 AFI HHA AZAFE
2o Aol zHzh 1959+ 43.3gm, 117.5% 22.9gm/m
Zo)qom, 272t Ft FAE T Folx= 47
152.4+ 27.1gm, 91.5%+ 13.6gm/m?2 2% {F3%
728 B YuH(p0.01, p<0.01)(Table 2). 153 2
9| HA4 AFF A dFAFE FHL
AFoA B5 G M2 FoF zole
125} (p>>0.05) (Table 3) oFE X &l o3 244
Az HA4 AFAFY o BFdE 1T94
2}7} 19.2+ 3.4%, 18.3£3.0% 2 27 9] 22.0+ 4.8%,
20.9+3.9% 9} o]zt ¢1o)(p>0.05)(Table 3) <F
Aol wE HAH AF A9 Fo|ge HolA
skth
il ot
DY I A¥aA ¥ FoF A
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kol 2 ore

Table 2. Comparison of the LV mass and LV mass index between baseline and post therapv in group

I and group II

group baseline post therapv
Group 1 LV mass(gm) 200.935.3 164.7+ 25.4*
LV mass index(gm/m?) 120.83+ 20.7 98.8+ 15.5*
Group 11 LV mass(gm) 1959+ 43.3 152.4+ 27.1%
LV mass index(gm/m?) 117.5+22.9 91.5+ 13.6*

* 3 pC0.01
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Fig. 3. Comparison of the LV Mass and LV mass index between baseline and post therapy in group I and group I1.

Table 3. Comparison of the LV mass and LV mass index between group I and group II at baseline and

post therapv

group I group 1I
Baseline LV mass(gm) 200.9% 35.3 195.9+ 43.3*
LV mass index(mg/m?) 120.3% 20.7 117.5+22.9%
Post therapv LV mass{gm) 164.7£ 25.4 152.4+ 27.1%
LV mass index(gm/m?) 98.8+15.5 91.5+ 13.6%
Decreasing rate LV mass( %) 19.2+ 3.4 22.0%+ 4.8*
LV mass index( %) 18.3 3.0 20.9% 3.9%

* 3 p>0.05
decreasing rate= (baseline—post therapv)/baseline
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A= FE71E FHA A £5%7) 7148 (svstolic wall
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