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Summary

To determine the incidence and clinical significance of pericardial effusion after acute myocardial
infarction, two-dimensional echocardiography was serially performed in 137 consecutive patients.
Pericardial effusion was observed in 45 patients (33%), of whom 22 were followed until they recovered
and were discharged. Pericardial effusion was more frequent in patients with anterior acute infarction
than those with inferior acute infarction, and so it was in non-recanalized patients than in recanalized
ones. Patients with pericardial effusion had higher peak levels of creatine kinase, higher wall motion
score indices, and higher defect scores of thallium imagings. The improvement of regional wall mo-
tion at an infarct zone in patients with pericardial effusion was less regardless of the successful early
recanalization.

These results show that pericardial effusion is a common event in patients with acute myocardial
infarction and observation of transition of pericardial effusion is important for predicting prognosis.
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Thallium-201 (T1-201) O\ v F 557 4 —

Fig. 1. Schematic diagrams showing the 11 segments of the left ventricular wall.
The short-axis sections were obtained at the levels of the chordae and papillary muscles. The long-
axis view was recorded when the transducer was placed at the apical portion of the heart.
Wall motion score: 0 =normal, 1 =hypokinesis, 2=severe hypokinesis, 3 =akinesis, 4 =dyskinesis.
ALP =anterolateral papillary muscle; MV =mitral valve; PMP =posteromedial papillary muscle.
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Table 1. Patients’ characteristics
Group I Group 11 Group III
Patients (no.) 23 22 92
Age (yrs) 64.7+10.8 58.2+11.4 59.1+10.3
Sex (M/F) 17/6 17/5 74/18
Time from onset ‘(’}f“:)ympmms 4.34+3.2 4.544.4 4.443.4
Infarct-related vessels
LAD 17 18 41
RCA 4 3 38
LCx 2 1 13
Spontaneous reperfusion 1 2 11
Successful reperfusion
Direct PTCA 6 5 29
ICT+PTCA 5 4 15
ICT 3 2 15
Unsuccessful reperfusion 8 9 22

Values are means+SD.

M =male; F=female; Group I=pericardial effusion (PE) was present at the 4th week after AMI; Group II=
PE resolved by the 4th week; Group IlI=no PE; ICT =intracoronary thrombolytic therapy ; LAD =left anterior
descending coronary artery ; LCx=left circumflex coronary artery; PTCA =percutaneous transluminal coronary

angioplasty.
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Fig. 2. Progression of pericardial effusion (PE) in a patient with posterior myocardial

infarction (RCA seg. 2).

Although no PE was observed on the 1st day (panel A), mild to moderate PE was recognized in
the posterior and anterior parts of the heart during systole and diastole one week later (panel B),
and mild to moderate PE was recognized 4 weeks later (panel C).

Fig. 3.
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Incidence of pericardial effusion in the course of acute myocardial infarction,

— 521 —



iE) 5@) Tﬁﬂt’n [E3.D

Table 2. Clinical data of 76 patients with anterior wall infarction

Group 1 Group 11 Group III Ivs Ivs II vs
(n=17) (n=18) (n=41) I III III
WMAI
Acute 1.27+0.31 1.08+0.29 0.86+0.36 NS * NS
3 days 1.21+0.46 0.91+0.31 0.72+0.39 * * NS
1 week 1.18+0.32 0.84+0.31 0.57+0.38 * *
2 weeks 1.09+0.32 0.73+0.30 0.44+0.35 * * *
4 weeks 1.06+0.33 0.67+0.32 0.39+0.38 * * *
%4dWMALI (acute vs 4 weeks) 14+27 36+37 58+40 NS * NS
Peak CK (IU/)) 4,1941+2,265 3,120+1,643 1,984+1,480 NS * *
T1-201 defect score 9.3+3.6 7.2+£3.3 5.4+4.2 NS * *

Values are means+SD.

CK=peak serum creatine kinase level; NS=not significant; WMAI=wall motion abnormality index.

*: significant at 95% (Fisher PLSD).

Table 3. Comparisons of percent change in the left ventricular wall motion abnormality
index between the acute and 4-week follow-up studies

Group 1 Group II Group III IvsII IvsIII IIvsIII
Spontaneous & successful 26+33% 45+32% 56 +44% NS * NS
reperfusion (n=15) (n=13) (n=70)
Unsuccessful reperfusion 9+18% 144449 18+33% NS NS NS
(n=38) (n=9) (n=22)
NS NS p<0.0005

Values are means+SD.
*: significant at 95%.
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Fig. 4. Comparative changes in the left ven-
tricular wall motion abnormality index (WMAI)
during initial and follow-up studies in 3 groups
with acute myocardial infarction due to left
anterior descending coronary artery lesions.
Groups I, II and III: see Table 1.
3D =3rd hospital day.
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