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An 86-year-old-woman presented with apical ballooning left ventricular dysfunction associated with
therapy for acute pulmonary thromboembolism. She was referred to our hospital for advanced treatment
for her shock state due to acute pulmonary embolism with normal left ventricular LV [(Function. Her condi-
tion was stabilized using a percutaneous cardiopulmonary support system. Suction embolectomy was suc-
cessfully carried out after pulmonary arteriography. After the therapy, echocardiography revealed apical
ballooning and hyperkinesis of the basel LV gjection fraction 28%(] although coronary arteriography
showed no fixed stenosis. LV wall motion significantly improved on day 8 LV egection fractiond 45%(1
Pulmonary embolism relapsed on day 5 in spite of anticoagulation treatment. She died of multiple organ
failure on day 9. Autopsy findings indicated no sign of myocardial infarction or myocarditis, patchy
appearance of myocardial contraction band necrosis and few migrated lymphocytes. The mechanism for
the flow mis-matched LV dysfunction remains unknown. The probable explanations include non-ischemic
stress such as catecholamine or neurogenic stress, and possibly ischemic stress or ischemia /reperfusion

injury.
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Fig. 1 Electrocardiogramson admissionl A[J after pulmonary arteriography on day I Bfand on day

8 CU

The T wave was inverted in[J; to [; on day 5. The negative T wave became deeper in 0, 00, dJF, and

0, to Us.
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Fig.2 Pulmonary arteriograms
A: Right pulmonary arteriogram showing cut-off sign and filling defedfl arrows] B: Left pulmonary arte-
riogram showing cut-off sign in the left main pulmonary artery. C: Right pulmonary arteriogram after suc-
tion embolectomy showing improved flow in the right descending pulmonary artery.

00D00D0000000000000000000 Table 10 Laboratory data
D0000000Swan-Ganz0 0000000000 Hematology Blood chemistry
0000 66/24mmHg0 000000 5mmHgD 0 O RBC  428x 10l TP 53gdl
0o Hb 12.2 gidl Alb 299l
WBC 9,690/ T-hil  1.04mgad

coboOo:000000000D000DOC00O0D0C0

Pit 17.0x 103/p | GOT 43 mU/ml
gobooboboobooboboobbooobooo

GPT 36 muU/ml

000000000000000000000000 Blood ga) 510, mask(] LDH 373 mu/mi
000000000000000000000000 pH 7.431 cK 49 mU/ml
00000000000000MO0000000O Pco,  26.2Torr Na 133 mmol/l
0000000000 00000000000000 :0503 ii:i;?;;m g ié';r:‘no(')lll'l

O0000MFig. 20 0000000000000 BUN 18 my/di
000000000000 #® Johnson & JohnsonO [TJ Cr 1.2 mg/dl
00000000000000000000ooo0on CRP 0.8 mg/dl
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Fig. 3 Left ventriculograms
Left: Diastolic phase. Right: Systolic phase.

Fig. 4 Photomicrographs of the autopsy specimens
A: Hematoxylin-eosin stain, left ventricular apex, 2x 10. B: Masson trichrome, left ventricular base, 2 x
10. C: Masson trichrome, left ventricular base, 2x 40. D: Masson trichrome, left ventricular base, 2x 4.
Focal coagulative necrosis of myocytes and contraction band necrosis are observed.
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