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A Case of Recurrent Massive Pleural Transudate by Unilateral
Pulmonary Venous Obstrucion
In Kyung Sung, M.D., Wan Young Choi, M.D., Dong Ho Shin, M.D.
Sung Soo Park, M.D. and Jung Hee Lee, M.D.
Department of Internal Medicine, College of Medicine, Hanyang University, Seoul, Korea
Heung Suk Seo, M.D.
Department of Diagnostic Radiology
A 27 years old male developed right-sided massive, recurrent, pleural transudate. EKG and echocar-
diogram showed right ventricular hypertropy. Chest X-ray and concurrent perfusion lung scan,
performed after enough expansion of the right lung by drainage of the effusion through small cathter,
showed that perfusion defect mismatched with the roentgenographic defect, which was likely to be
a high probability of pulmonary thromboembolism. By cardiac catherization and pulmonary angio-
graphy the occlusion of pulmonary veins drained from the upper and middle lobe of the right lung
could be revealed. More precise cause of dcclusion couldn’t be clear up because thoracotomy had to
have been dangercus due to severe pulmonary hypertension. So the massive reurrent effusion was
treated by repeated tetracycline instilations through chest tube and he was discharged. After follow-
ing up 14 months at out-patient clinic, he expired because of sudden massive hemoptysis.
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Fig. 1. Chest P-A (A) & Bronchogram (B) taken 16 months before admission. Reticular infiltration in
right lower lung field was remarkable although other lung field seemed to be more hyperinfla-
tion, and bronchogram showed no signifiacnt abnormalities on right bronchus.



T 65%, AT 30%, AT 5%), AL 16.9g/d],
B4 342,000/mm?, ESR 13 mm/hr gie}. QJ4ikA]
°ll room air &4} 5ol Al FHA/ L2444 PH 7.
45, PCO, 29.2 mmHg, PO, 68.4mmHg, HCO, 20.5,
0, Saturation: 92.4%9 £7-¢ Bgjon, Qs
24 FY 6.5g/dl, ¢¥ul 4.2g/dl, BUN 14mg/dl,
Creatinine 0.7mg/dl, & % 2]%4 0.7mg/d], alka-
line phosphatase 78 U, ALT 27U, AST 28 U, LDH
203U G ool o, 29, AslA5e A
zrdolgom ) aEvte] §RurS AR E 24
o AAEE 54 0 $44 vldlad g nglon

A

[
B XA £ oy St ol 4& RERE:

f‘

g l.lg/dl, LDH 103U, ‘ﬂ] F 1.012, W& 579/
mm® (-7 95%, U9+ 5%), RBC 69/mm?, glu-
cose 138 mg/dl, amylase 83 U/dl 52| transudate £

Fig. 2. Chest P-A on admission shows the massive
pleural effusion on the right side, shifting car-
diac shaddow to the left, and the prominent
pulmonary arterial conus on the left cardiac
silhouette. The left lung field is continuously
hyperinflation.
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Fig. 3. Chest P-A (A) demonstated that the
right lung was much aerated by the
drainage of effusion but hazy in-
filtrative changes on the right lower
lung field was continued. concurrent *
mTc-MAA perfusion scan (B: anterior,
C: posterior views) showed large per-
fusion defect on the right lung except
right lower posterior. Perfusion defect
mismatched with the roentgenographic

defect.
Table 1. Results of Cardiac Catheterization
Site Pressure (mmHg) Oxygen Saturation (%)
Systolic/Diastolic {Mean)

* Right Atrium 14/ 0 { 6) 66
Right Ventricle 98/ 0 67
Pulmonary artery

Main 95/ 65 { 70) 67
Right 93/ 66
Left 95/ 66
Pulmonary wedge
Right Upper { 42)
Right Lower { 36)
Left Lower { 14)
Left Ventricle 130/ 10 84
Ascending aorta 135/100 (110) 83




Fig. 4. Pulmonary angiogram-right side: (A) arterial phase; There is marked reduction of the
peripheral filling in upper and mid-lung. Pulmonary artery to lower lobe is displaced to medial
side. Inferior pulmonary vein normally drained into left atrium can be seen. (B) venous phase:
The venous drainage from right upper and middle lung to left atrium is markedly delayed and
the tortuous multiple collateral vessels was showed on the medial aspect of the thorax.
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