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Fig. 1 Chronological changes in plasma atrial natriuretic
peptide concentration in groups C and L
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Fig. 2 Chronological changes in heart rate in groups C
and L
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Fig. 3 Chronological changes in mean arterial pressure
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Fig. 4 Chronological changes in pulmonary capillary
wedge pressure in groups C and L
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Fig. 5 Chronological changes in right atrial pressure in
groups C and L
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Fig. 6 Chronological changes in plasma atrial natriuretic
peptide concentration in group LR
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centration in group LR
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Changes in plasma atrial natriuretic peptide concentration during

coronary occlusion and reperfusion

Takeo ICHIKI, Sadamichi KIYOMI, Yoji HIRAYAMA, Toshikazu ISHII, Teijin SUMI

Department of Internal Medicine, Tokyo Medical University

(Director: Chiharu Ibukiyama)

Summary

Changes in plasma atrial natriuretic peptide (ANP) concentration were measured in 22 mongrel dogs
during occlusion and reperfusion of the left circumflex coronary artery to investigate the change of
plasma ANP level in acute myocardial infarction.

The 22 dogs were divided into 3 groups: 6 served as controls (G group) without coronary occlusion,
8 were in the ligation group (L group) with 120 min. coronary occlusion, the other 8 were in the reper-
fusion group (LR group) which underwent 60 min. reperfusion after 30 min. occlusion.

Plasma ANP concentration, heart rate, ECG, mean aortic pressure, right atrial pressure and pulmonary
capillary wedge pressure were measured in all groups.

Hemodynamic data did not change in any group. Plasma ANP concentration did not change either
in the C or L groups. These findings suggest that plasma ANP concentrations do not increase in acute
myocardial infarction without congestive heart failure. In the LR group, plasma ANP concentration sig-
nificantly increased after reperfusion. This finding suggests that increase of plasma ANP concentration
in acute myocardial infarction without congestive heart failure is due to coronary reperfusion. Several
mechanisms may be involved in the increase of plasma ANP concentration after reperfusion but they
have not been clarified. We suspect that the increased plasma adenosine concentration after reperfu-

sion stimulates the secretion of ANP from the atrium.

(Key words) Acute myocardial infarction, Atrial natriuretic peptide, Coronary occlusion, Coronary
reperfusion
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