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Acute Hemodynamic Effects of Sublingual Captopril
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Background : Many studies regarding hemodynamic changes by various vasodilators, such
as nitroprusside, nifedipine, and hydralazine have been reported, however little data are available
upon acute hemodynamic change due to captopril, an angiotensin converting enzyme inhibitor
especially in chronic regurgitant valvular heart disease. Therefore the aim of this study is to
evaluate the acute hemodynamic effects of sublingual captopril in patients with regurgitant
valvular heart diseases.

Methods : Among the 9 patients enrolled in this study, 5 patients mitral regurgitation, 2
had aortic regurgitation, and 2 had both. Five had patients were male and 4 were female.
Before, 15 minutes and 30 minutes after administration of 25mg of captopril via sublingual
route, forward cardiac output was measured three times using Swan—Ganz catheter. Right
and left cardiac catheterization were also done at each phase, and measurement of pulmonary
capillary wedge pressures, pulmonary artery pressures, right atrial pressures, aortic pressures,
left ventricular pressures were done.

Results :

1) Heart rate, pulmonary capillary wedge pressures, cardiac output and cardiac indices, left
ventricular end — diastolic pressure, diastolic and mean aortic pressures, and diastolic pulmonary
artery pressure showed no significant change after administration of sublingual captopril.

2) Systolic aortic pressure decreased significantly from basal value(130+ 35) to 15 minute
value(126+ 39).
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3) Systemic vascular resistance at 15 minute showed significant reduction as compared with
basal value(from 1743+ 551 to 1642+ 491). Pulmonary vascular resistance at 30 minutes(254+
193) was significantly lower than basal value(282+ 229).

Conclusions : Reductions of systemic and pulmonary vascular resistance occurred relatively
rapidly, however, acute effects on cardiac output and pulmonary capillary wedge pressures
were not evident. Clinical implication of sublingual captopril in patients with regurgitant valvular
heart diseases is worth evaluating by more extensive hemodynamic studies.
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Case No. Age Sex Pre-cath diagnosis Functional class ECG
1 56 M 3 SR
2 40 M MR(2) +AR(2) 3 SR
3 59 F 2 SR
4 40 M 2 SR
5 23 M 2 SR
6 61 F MR+ Ai 2 SR
7 37 M 2 Af
8 34 F 2 Af
9 54 F 3 SR

SR ! sinus rhythm, Af: awial fibrillation
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Table 2. 4194, HSo47]¢, 44372,
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Basal 15 min 30 min

Heart rate 76 16 77 17 74 *13

PCWP/a 16 =13 16 13 15 11

PCWP/v 23 *+12 25 138 24 *12

PCWP/m 16 £ 9 18 £ 9 17 + 8

LVEDP 14 £ 5 17 £ 8 16 + 8

AoP/d 68 +20 66 21 67 +20

AoP/m 96 +26 94 +27 95 *£27
CO 42+ 1.7 44t 18 44% 17
PCWP/a/v/m . pulmonary capillary wedge pressure

a/vim

LVEDP : left ventricular end-diastolic pressure
AoP/d : diastolic aortic pressure

AoP/m : mean aortic pressure

CO : cardiac output

B3 3020 A g0 K A7t QL
22 tH(Table 2).
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