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Abstract

J Cardiol 1995; 26: 39-42

Angioscopic Observation of the Rup-
tured Plaque Cap in a Patient With
Acute Myocardial Infarction With Par-
ticular Reference to the Mechanism of
Plaque Rupture

Koh ARAKAWA
Hirokuni ETSUDA
Hirotsugu TABATA

Akira KURITA
Haruo NAKAMURA
Kyoichi MIZUNO*

A 45-year-old man was admitted with the diagnosis of acute inferior myocardial infarction. After suc-
cessful thrombolytic therapy, coronary angiography showed TIMI grade 3 flow with the filling defect and
haziness on the infarct-related coronary segment. Repeat coronary angiography and coronary angioscopy
were performed on the 28th hospital day. Coronary angiography showed 50% stenosis of the luminal
diameter of the right coronary artery. Coronary angioscopy showed a white plaque with ruptured cap
which occupied one third of the circumferential coronary artery. The torn ends of the cap were longitudi-
nal, and projected into the lumen during the cardiac cycle.

Plaque rupture and thrombus formation are important in the pathogenesis of acute coronary syndromes,
although the mechanism of plaque rupture is still controversial. The present angioscopic findings seem to
support the concept that circumferential tension or mechanical stretch from part of the coronary artery
causes the longitudinal fissure at the weakened site of the plaque cap.
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Fig. 1 Serial changes in electrocardiograms before (left), after (middle) and 34 days after thrombolysis (right)
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Fig. 2 Coronary angiogram of the right coronary artery immediately
after successful thrombolysis

The filling defect and hazy appearance at the mid portion are
observed (arrow).
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Fig.3 Coronary angiogram of the right coronary artery on the 28th

day after successful thrombolysis
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Fig. 4 Serial coronary angioscopy images of the infarct-related right coronary artery segment during the cardiac cycle (A to
C) obtained on the 28th day after successful thrombolysis

The torn ends of the ruptured cap (arrows) projected into the lumen and moved during the cardiac cycle like a fish

mouth opening.
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