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Effects of Long-term Angiotensin Converting Enzyme Inhibitor
Administration in Chronic Mitral Regurgitation
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Myoung-Mook Lee, M.D., Youg-Bae Park, M.D., Yun-Shik Choi, M.D.,
Jung-Don Seo, M.D., Young-Woo Lee, M.D.

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

Background : Vasodilators including angiotensin converting enzyme inhibitor(ACEI) have
been suggested to reduce left ventricular volume and to improve left ventricular performance in
patients with moderate to severe regurgitant valvular heart diseases. However, long-term effects
of angiotensin converting enzyme inhibitor upon left ventricular size and function in
asymptomatic or minimally symptomatic patients with chronic mitral regurgitation remain to be
elucidated.

Materials and Methods : Forty five patdents with moderate to severe chronic mitral
regurgitation on echocardiography and mild or no symptoms were studied. Serial changes of
left ventricular dimension and ejection fraction were analyzed retrospectively using M-mode
echocardiography in patients treated with ACEI(ACEI group, n=21) and in patients treated
with other medications except ACEI or with no medication(non-ACEI group, n=24).

Results : The mean duration of follow-up was 30415 months. ACEI group showed trends
of decreasing left ventricular end-systolic dimension(LVESD) and left ventricular end-diastolic
dimension(LVEDD) and a trend of increasing ejection fraction(EF), though statistically
insignificant when compared to those of before-treatment or non-ACEI group. In patients with
larger initial LVESD(> 35mm), LVEDD was reduced(the percent changes of LVEDD 2 and 3
years after ACEI treatment were —4.2% and - 4.4%) that was significantly different from those
of non-ACEI group(+3.4% and +3.4% each)(p<0.05). In patients with larger initial LVEDD
(> 60mm), the percent changes of LVEDD 2 and 3 years after ACEI treatment were —4.9%
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and ~5.8%, and in patients with initial EF less than 60%, the percent change of LVEDD 2
years after ACEI treatment was —5.7%. Those changes were also statistically significant
compared to those of non-ACEI group(p <0.05 each).

Conclusions : In mildly symptomatic chronic mitral regurgitation patients, especially whose
left ventricular dimension is increased, long-term ACEI therapy seems to be effective in
preventing left ventricular dilatation or in reducing left ventricular volume and such therapy
may have a beneficial effect on the natural history of such patients.
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2471 W7 2 SEATE S8R, 2 Al A
FA19 714 x| 9} vl w3 W3}l (percent change) S T+
=g

7 ZRHA T EEEHA Y ooz e
o, zt FolA ¥slFe] vlwe ANOVA test® A&)3}
A, F T A9 HluE t-test® Wilcoxon rank
sum test& o] &3t}

Z ot

g $A; 45%e] B FHAFRI|TL 301570
(M9 12~487Kg)eldtk. ACEIFL &% 214z
enalapril(10~20mg/¥)& Foit 271 18%o|Ax
captopril(37.56~75mg/¥) & FA% e 39N
t}. o]E% 11%WdlAE angiotensin® & a2 A A 3
< AHg8lH e, angiotensind &g A A| A ¢ A
digoxin o]=A|e] WA S AP Al 490l
3, angiotensind S EAAAAA 9} o] A S W Fo
& #xl= 6ol e, digoxing HE F43 A=
1% olth. 24 9] HIACEIZ% digoxin® | =AE &
43 BA= 49, prazosin® o|LAE T Sl
59, calcium channel blocker® AH-3F 8zl 39 0]
Ax, AT glo] #HAQ] FHAEE B A=
125 0|AcH(Table 1).

ZRA B A8, $57] 4 o] g, Welee
ACEIZ# ¥] ACEIZ Aleldl] BAgH o2 fog A
ol gtk A 57 i 2 S WEe
ACEIFoNM Z47} 40.4+7.6mm 2 63.1+7.4mmE

HACEIT ol A9 37.64+3.7Tmm 2 61.5+4.9mm} 8]
Wl o7t F7kEO] e AF¢E BYa, S
ACEIZolA 58.9+8.9% 2 H]ACEIFIA4¢] 62.3+6.
6%°l 3] FriEol RYovt F I+ Atold] BAIEHA

Table 1. Drug medication

o432 f131H(Table 2).

ACEIZeIA 19, 2d 3 3d F 244 #3527 Ul
73ol Wztgke 747 -33%, —-3.9% % -5.4%°I1%1
(Fig. D). 44 27247 W73 Wshede -2.1%, -
1% 3 -3.5%=Z(Fig. 2) 2 WAel| Fa Zasdte 4
& Bl o 71A A9} vlwdt AL, W]ACEIZA #
Ad w587 WAel HsE] +1.4%, +2.7% 2 +1.
3% A B3R7] WA Wt +0.6%. 1.7%
2 +1.1%% vluste SAgdHo R fold 2fole ¢l

Table 2. Comparison between ACE! group and Non-

ACE! group Non-ACEl group

n=21) (n=24)
Enalapril(10 -~ 20mg/day) 18
Captopril(37.5 - 75mg/day) 3
Prazosin & Diuretics
Digoxin & Diuretics
Calcium channel blockers
No medication 12

ACEl group
ACEl group  Non-ACE! group
(n=21) (n=24)
Age(yr) 34 16 36 +18
male : famale 8:13 12:12
Duration of F/U(mo) 29 +15 30 x16
Systolic BP(mmHg) 134 +26 132 +21
Diastolic BP(mmHg) 83 +17 78 13
Heart rate(bpm) 79 +14 76 =+ 9
LVSED(mm) 404+7.6 37.6+3.7
LVEDD(mm) 63.1+7.4 61.5+4.9
EF(%) 58.9+89 62.3+6.6
p > 0.05 each other
(%)20
157
104 p=NS p=NS p=Ns
51 I I J
0- * ’
-5+
-104 = ACEl
-15-4 ®Non ACE!
-20 T T 1
oyr 1Yr 2Yr 3Yr
Group n
ACEl 21 21 14 10
Non ACEI 24 24 16 12

Fig. 1. Percent changes of end-systolic dimension.
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Fig. 2. Percent changes of end-diastolic dimension.
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tHFig. 3).
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1690l 2 ¥ ACEIZ& 15980]9eH, B]ACEITIA
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ACEIZoNAM e +3.4%9 +3.4%°] W3}l vlmale]
o3t 2ol E B tH(p=0.02, p=0.05)(Fig. 4). 714
2| ZA4A 2g97]) Yol 60mmeldeg F7hE el )
£ 2= ACEIFE 1690l HACEIFE 149 9]
dom ACEIZAA 19, 2@ 2 33 3 A4 gad
7] WA Wage 77t -25%, -4.9% 2 -5.8%
2 HACEIZY +1.0%. +2.1% 2 +2.4%2] #s}e}

p=NS
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Fig. 3. Percent changes of ejection fraction.
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104w AcEl L
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-20 T T 1
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Group n
ACEI 16 16 11 8
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p=0.02

p=0.05

Hlwate] frel g Aol 7k AUHp=0.01, p=0.04, p=
0.04)(Fig. 5). &, 71AA ¥&A 57} 60%0]5t2 7+
250} Sl A= ACERFE 1190l 3 HACEF
& 9golen 2d ¥ A4 &4Ur] WA Hske
& ACEIZIA -5.7%% Y ACEIT9] +4.3%% ¥
ato] fro]g 2po] & B3tk (p=0.03) (Fig. 6).
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& 2.6cm/m® o131 735 A4 ST WA
°] 7.0cm &€ 4.0cm/m’ ©]3Q] T SEAH YA
gl A AdEF A4 7% Bl HA @AY
dF7t EFsithe B ZRlgitt. webA 24d4d
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15
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-5 4 i
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Fig. 4. Percent changes of end-diastolic dimension in pa-
tients with ESD > 35mm.

Fig. 5. Percent changes of end-diastolic dimension in pa-
tients with EDD > 60mm.
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Fig. 6. Percent changes of end-diastolic dimension in pa-
tients with EF < 60%.
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