(238)

Primary stenting 12 2 FE DM 2k a4 %E %
HIEL72 2 55 2O pEZED 1 4]

It

REIERAYE | HHYHE
FromE B' O I A B OB R OR
B R o8, b B BB A ®

3

K, 2 RypFIiE
HE, + B A HE

A CASE IN WHICH REMAINING DISSECTION AFTER STENT
IMPLANTATION MAY HAVE PROVOKED TWO OCCURRENCES OF SAT
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Abstract :
infarction. Emergency coronary angiography revealed complete occlusion in seg. 6 of left

A 61-year-old man was admitted to our hospital with an acute myocardial

anterior descending artery (LAD). Primary PTCA was performed ; however, dissection
occurred at the site of balloon inflation. Although two Gianturco-Rubin II stents were
implanted at the sites of dissection, dissection did not disappear. On the 9th hospital day,
subacute thrombosis (SAT) occurred in seg. 6. Occluded LAD was revasculized by PTCA,
but dissection was present at seg. 6 and seg. 7. Palmaz-Shatz stent was implanted to seg.
6, but dissection in seg. 7 did not disappear. On the 14th hospital day, recurrence of SAT
was clinically suspected, and alteplase was administered intravenously. Coronary angiogra-
phy performed on the 61st day revealed no significant stenosis in the LAD, but indicated
aneurysm formation in seg. 6.

Remaining dissection after stent implantation may have provoked two occurrences of
SAT in this case. (FEEiE. J. Nara Med. Ass. 51, 238~244, 2000)
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Fig. 1. Electrocardiogram (ECG).
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Table 1. Laboratory data on admission

Urinalysis Blood chemistry
Protein - TB 0.8 mg/dl
Sugar -) GOT 99 1U/1
Occult blood () GPT 28 1U/1

Hematology CK 1,825 IU/1
RBC 381X 10* /ul LDH 535 1U/1
Hb 11.6 g/dl ALP 59 1U/1
Ht 33.8 % TP 6.3 g/dl
WBC 9,000 /gl Alb 3.3 g/dl
Plt 17.4X10* /ul TC 150 mg/dl
ESR TG 82 mg/dl
40 mm/lhr Scr 0.8 mg/dl
Blood gas Analysis BUN 20 mg/dl
(0, 4 L/min, mask) UA 4.0 mg/dl
pH 7.378 Na 137 mEq/Im
PO, 105.5 Torr K 4.4 mEq/1
PCO, 24.2 Torr Cl 106 mEq/1
BE —0.7 mEq/1 Ca 8.7 mg/dl

aVR ¢

A  ECG on admission showing QS pattern in leads V,_,.
B © ECG on the 9th hospital day showing marked ST segment elevation in

leads V,_,.

C  ECG on the 14th hospital day showing marked ST segment elevation in

leads V,_,.
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Fig. 2. Chest rohentgenogaraphy demonstrating car-
diomegaly (cardiothoracic ratio 57%).
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Fig. 3. Coronary angiography (CAG) and left ventriculography (LVG) on the first
hospital day.
A : Before intervention. Left anterior descending artery (LAD) was totally
occluded in seg. 6.
B : Angiogaraphic image of right coronary artery revealed 509 stenosis in
seg. 1 and collateral circuration to LAD.
C : After percutaneous transluminal coronary angioplasty (PTCA). Dissec-
tion occurred in seg. 7.
D : After stenting. Dissection was not disappeared.
E : LVG on end-diastole.
F : LVG on end-systole.






