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Acute Coronary Syndrome Due to
Coronary Thrombus Formed by
Severe Coronary Spasm: A Case
Report
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A 47-year-old man was admitted to our hospital complaining of chest pain at rest in the early morning.
Electrocardiography showed ST segment elevation in leads II, Il and a VF. Emergency coronary angiog-
raphy revealed total occlusion of the right coronary artery at the proximal portion. Intracoronary adminis-
tration of isosorbide dinitrate successfully recanalized the right coronary artery. However, there was a
thrombus image at the culprit lesion. Intracoronary administration of urokinase caused the residual throm-
bus to disappear completely. Follow-up coronary angiography at 1 week and 3 months revealed no organic
stenotic lesion. Intravascular ultrasound showed only a little plaque without signs of ruptured plaque in the
right coronary artery. Provocation coronary angiography revealed remarkable spasm causing total occlu-
sion at the proximal portion of the right coronary artery. This case suggests that only severe coronary
spasm without plaque rupture could form a thrombus causing acute coronary syndrome.
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Fig. 1 Electrocardiograms
A On arrival.
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B: During chest pain showing ST segment elevation in leads II, IIl, aVF.
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Fig. 2 Left and right coronary angiograms in the acute phase

A Left coronary artery is normal.

B: Right coronary artery shows total occlusion.
C: After release spasm, thrombus image is seen in the right coronary artery (arrow).

Fig. 3 Right coronary angiograms 1 week after myocardial infarction
A: No organic stenosis or thrombus image.
B: Spasm provocation test, using acetylcholine and ergonovine maleate, provoked total occlusion at the
proximal portion.
C': Intravascular ultrasonogram showing only a little plaque without signs of ruptured plaque sign at the
spasm site.
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Fig. 4 Catheter coronary angiograms at 3 months after myocardial infarction
A, B: Right and left coronary arteries show no significant organic stenosis.
C': Severe spasm was provoked in the left anterior descending artery and circumflex artery.
D Intravascular ultrasonogram showing only a little plaque at the spasm site of the right coronary artery.
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Fig. 5 Electrocardiogram during second chest pain attack
ST segment elevation in leads II, I, aVF.

Fig. 6 Right coronary angiograms in the acute phase of second myocardial infarction
A Total occlusion at the proximal portion.
B: After intracoronary injection of isosorbide dinitrate and nicorangil, thrombus image is revealed at the
proximal portion of the right coronary artery (arrow).
C': After intracoronary administration of urokinase, thrombus image has disappeared.

g 2= PBHES B R O 7280 L ZE 2 FEHE L 72 & HEH
éﬂ%fﬁﬁ“ HEIRED VAT O ZEO BT

FRR B\ B O REZE L I S, EBIIRIE R CH BTSRRI Th o oG DA S NS
T A E PR AR TR A7) R M)Bh&b!ﬁﬁ]%tiu;’ﬁ i)‘“’, SVEINOE R 2 s L s 3 d v, A
By n., 20X RIEGNICB W TIERMEIZ L 5 —8 FEGNE BB IR &2 12 BV TREERE OB IR i3 A
TEDOEEIRDFHZEDPHE O —>2 & LT?E‘IEJJ%%L“C\A IZBWTOES IR S e s DR S B S

J Cardiol 2007 Sep; 50(3) :205-212



210 1Ll - AL - RERR 134

B C
('f % .
- . K
L Lt “y *,‘dfjll

Fig. 7 Right coronary angiograms 2 weeks after second myocardial infarction

A: No significant organic stenosis.
B: Spontaneous total occlusion by spasm.

C': Intravascular ultrasonogram showing only a little plaque without any signs of ruptured plaque at the

spasm lesion.
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