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Abstract - A 76-year-old female was admitted to our hospital because of dyspnea on
effort. She had suffered from hypertension for nine years and had a sudden onset of
dyspnea a year and five months before admission. A chest reontgenogram showed marked
enlargement of the cardiac shlhouette. Chest enhanced CT study revealed that an embolism
in the right main pulmonary artery had caused stenosis. However, pulmonary angiographic
study suggested that embolism was questionable. The pulmonary arterial pressure was 100
/30 mmHg and the right ventricular pressure was 112/10 mmHg Lung scan test showed
mismatched defects between abnormal perfusion scanning and normal ventilation scanning.
The patient was
She had

Venous ultrasound imaging revealed thrombosis in the popliteal vein.
diagnosed as having chronic pulmonary embolism due to deep vein thrombosis.
been taking warfarin as anticoagulant thrapy.

We believe this was a case of chronic pulmonary embolism.
sudden onset of dyspnea, chest enhanced CT study is necessary for the accurate diagnosis

In elderly patients with

of chronic pulmonary embolism.
(ZEEE. J. Nara Med. Ass. 51, 181~185, 2000)
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B OET6R, otk Table 1. Labolatory data on admission
X 5 HEREIR R Urinalysis Biochemistory
s = e, protein (= T-Bil 0.7 mg/dl
%iﬁﬁ ) BRTS 2_:,_ 8 . glucose (D) GOT 29 IU/
BEEERE : 67 Al e DR & BBRMLIE. occult blood (=) GPT 18 1U/1
BUREE  FR T4 12 A 20 HE, #20m HTHI LDH 357  TU/
gagR AR PRI LE S T B Hematology CK 97 IU/1
R, FREEYEL 7; @ﬁ%mﬁ) Hﬁfb ST RBC 457X10° Jul TP 5.96 g/dl
fe. MRS 10 FOKBTHEALTHY, FETO 03 % TC 127 me/dl
FHEPTR, LENKRE, Wiv vy viRE, I 0 Hb 13.8  g/dl BUN 21.1 mg/dl
WEFRECRE Lo, AECEArBigsh  WBC 6,700 /ul - Ser 1.0 mg/dl
o . Plt 32.8X10¢  /pul Na 143 mEq/1
Tufe s, HIEREPR RS2 30 U e\ 0 CEEL 9 4F 4 K 3.6 mEq/]
A 24 BcEELXEME L TUBIEBN S . Blood gas Cl 103 mEq/1
ABBEEAFT R | &5 146 cm. A 46 kg, IRITH glg gésg " Glu 101 mg/dl
y , 2 .0 mmHg
BT 14/4%, W 76/4, . MFE 122/70 mmHg. #& PCO, 35.4 mmHg Serology
BB & ER I e, LFEM T, DT AR L /s HCO, 20.6 mmHg CRP (=)
V. RREFREREMAETC, BMETYERL . EH ggs-Ag (=
B, B, BB BRMaLiy . FECEEY RO )

BTV, FHREFHIFT RICEE s,

ABERSHRAE B © MRS ERE 30, MEE(LFRE
b BEE NI 5. Room air TOBIIRIM » = 571,
PO, #35.4mmHg TH Y, BEDEBREMELEL T
W7z (Table 1).
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N o L . Fig. 1. The chest roentgenogram on admission.
GlA 7 =7 AR AOREX13mmHg, ALE Cardiac thoratic ratio was 64.5%. Bilateral

FE1% 112/10 mmHg, FHBIIRE % 100/30 mmHg TH b, pleural effusion was shown.
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Fig. 2. Chest enhanced CT on admission.
Chest enhanced CT showed thrombus in right
main pulmonary artery.
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Fig. 3. Xe™? lung scintigram. Lung scintigram showed mismatched defects between abnor-
mal perfusion scanning (left) and normal ventilation scanning (right).
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Fig. 4. Clinical course.
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