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Fig.1 Flow volume curve and Pulmonary function test (case 1)

Fig. 2 Chest radiograph on admission in case 1 showing hyperlucent area
in the right upper lung field and dilatation of the pulmonary arteries.
Chest computed tomogram on admission showing multiple low attenuation
area in the lung fields.

Fig. 3 Pulmonary ventilation and perfusion scintigrams show multiple
pulmonary perfusion defects with preserved ventilation scans.

Fig. 4 Pulmonary angiography shows the occlusions of right middle lobe

branch and lower lobe branch. Hypovascularity was suspected in left upper

lobe.
Fig.5 Flow volume curve and Pulmonary function test (case 2)
Fig.6 Chest radiograph on admission in case 2 showing expanded and

hyperlucent lung, and opacification in the right upper lung field. Chest

computed tomogram on admission showing multiple low attenuation area in

the lung fields.

Fig.7  Anterior lung ventilation scan showing defect

radioactivity of the right upper lobes. Multiple pulmonary perfusion defects
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were present in both lungs.

Fig. 8 Pulmonary angiography shows moving thrombus in right pulmonary

artery with hypovascularity in right upper lobe branch.
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Two cases of chronic pulmonary thromboembolism diagnosed in clinically
evaluating as chronic obstructive pulmonary disease

Tomoko Tsuchida, Atsuko Iwata, Hiroko Hirose, Susumu Fukahori, Tetsuya
Kawano, Chizu Fukushima, Hiroto Matsuse and Shigeru Kohno

Second Department of Internal Medicine, Nagasaki University School of

Medicine

ABSTRACT

Two cases of chronic pulmonary thromboembolism accidentaly diagnosed
in clinically evaluating COPD are reported. Case 1, 69 years old and never
smoked female, was diagnosed as COPD since she had exertional dyspnea
with obstructive pulmonary dysfunction and multiple low attenuation areas
in chest CT. Pulmonary ventilation and perfusion scintigram showed
mismatched defects and she was finally diagnosed as chronic pulmonary
thromboembolism (CPTE). Case 2, 70 years old and ex-smoked male, was
also previously diagnosed as COPD. He had exertional dyspnea, hypoxemia

and multiple low attenuation areas in chest CT. Nonetheless his pulmonary
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function was normal. Pulmonary ventilation and perfusion scintigram

showed mismatched defects and pulmonary angiography identified floating

thrombus in pulmonary artery. Thus he was diagnosed as CPTE. Diagnosis

of CPTE in COPD is not easy. Physicians should recognize CPTE could be

associated with COPD and perform further examination including

pulmonary ventilation and perfusion scintigram when patients do not show

typical results and/or adequately respond to conventional therapy for COPD.
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Table1 Laboratory findings on admission in case 1

Hematology
WBC 9600 / |
Neut 71 %
Ly 21 %
Eo 3 %
Hb 13.3 g/dl
RBC 460X 104/ |
Ht 401 %
Plt 248 x10% / (1
Arterial blood gas(room air)
pH 1444
PaCO2 30.5 Torr
PaO2 599 Torr
HCO3"- 20.6 mEg/L
BE -2.1 mEg/L
AaDO2 524 Torr
Sa02 911 %

Biochemistry
CRP 0.18
AST 25
ALT 35
ALP 176
LDH 222
T-Bil 0.7
TP 6.6
Alb 40
BUN 16
Cr 0.8
Na 141
K 40
Cl 107

mg/dl
IU/L
IU/L
IU/L
IU/L
mg/dl
g/dl
g/dl
mg/dI
mg/dl
mEq/L
mEq/L
mEq/L

Coagulation

PT 86 %
APTT 31,5 sec
Fib 282 pg/ml
D-dimer 1.7 ug/ml
FDP 25 mg/dl
TAT 45 ng/ml
AT-II 97 %
Others

ANA <20

Lupus anticoagulant -
Protein S activity

115 %
a CL- B 2GPI antibody
<1.7 U/ml
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Table2 Laboratory findings on admission in case 2

Hematology
WBC 5200/ |
Neut 69 %
Ly 23 %
Eo 2 %
Hb 13.6 g/dl
RBC 489 % 104/ i |
Ht 4135 %
Plt 23.4%x10%/ |

Arterial blood gas

pH
PaCO2
PaO2
HCO3-
BE
AaDO2
Sa02

(02 1L/min nasal)
1.367

474 Torr

62.5 Torr
26.6 mEa/L

1.2 mEq/L

30.5 Torr
915 %

Biochemistry
CRP 0.87
AST 12
ALT 6
ALP 286
LDH 230
T-BiIl 0.5
TP 6.7
Alb 4.0
BUN 23
Cr 1.04
Na 143
K 4.5
Cl 107

mg/dl
IU/L
IU/L
IU/L

IU/L
mg/dl
g/dl
g/dl
mg/dl
mg/dl

mEqg/L

mEqg/L
mEqg/L

Coagulation

PT 86 %
APTT 271 sec
D-dimer 10.7 ug/ml
FDP 222 mg/dl
TAT 122 ng/ml
AT-II 70 %
Others

ANA x 20

Lupus anticoagulant -
Protein S activity
111 %
a CL- B 2GPI antibody
<1.2 U/ml
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