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Clinical Study of Pulmonary Thromboembolism

Sang Myeon Bak,M.D., Sang Hwa Lee M.D., Sin Hyung Lee,M.D.,
Cheol SinM.D., Jae Youn Cho M.D., Jae Jeong Shim,M.D.,
Kwang Ho In,M.D., Kyung Ho Kang,M.D., Se Hwa Yoo ,M.D.

Department of Internal Medicine, College of Medicine, Korea University Seoul, Korea

Background : Pulmonary thromboembolism is relatively frequent and potentially fatal. However, it is common-
ly misdiagnosed. The incidence of pulmonary thromboembolism is not decreasing despite advances in diagnosis
and effective prophylatic measures. Its potential for significant sequela necessitates a prompt diagnosis and
treatment. Unfortunately, there are many difficulties and problems regarding accurate diagnosis. There is a
low prevalence of deep vein thrombosis and pulmonary thromboembolism in Korea and only few reports on this
subject are available.

Method : The clinical features of 36 patients, who were diagnosed with pulmonary thromboembolism at the
Korea University medical center, were reviewed.

Results : 1) There was no significant difference in prevalence between men an women, and the mean age was
50.9 years in men 59.2 years in women. 2) The frequent causes of pulmonary thromboembolism were malig-
nancies (22.2% ), surgery (22.2% ), and heart disease(8.2% ). Specific causes were not identified in 33.3%. 3)

The most common symptom was dyspnea(72.2%), and the most common sign was tachypnea(61.1%). 4)

The EKG findings were normal in 28.6%, an S1Q3T3 pulmonale pattern in 25.7%, ST or QRS changes in oth-
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ers. 5) The chest X-ray findings indicated pulmonary infiltration in 37.5%, cardiomegaly in 15.6%, pleural ef-
fusion in 12.5%, and normal in 27.8%. The perfusion lung scan showed a high probability in 66.7%, and inter-
mediate or low probability in 33.3%. 6) The pulmonary arterial pressure(PAP) in the high probability groups

was 57.9mmHg with a higher mortality rate(35%).

Conclusion : Pulmonary thromboembolism is not uncommon in Korea and its clinical features do not differ

greatly from those reported in the literature. When pulmonary thromboemblism of unknown causes are diag-

nosed, a search for an occult malignancy is recommended. Rapid diagnosis and treatment are achieved when
thromboemblism is suspected. ( Tuberculosis and Respiratory Diseases 2001, 50 : 106-116)
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Table 1. Sex and age of pulmonary thromboembolism

Age <30 30~40 40~50 50~60 60~70 70~80 80>
Male 3 1 2 8 1 1 3
Female 0 0 4 5 4 4 0
Total 3 1 6 13 5 5 3

Table 2. Chest X-ray findings of pulmonary thromboembolism

X-ray findings No of Patients (N=36)
Lung infiltration 12 37.5%
Cardiomegaly 15.6%
Pleural effusion 12.5%
Abnormal radiolucency 8.4%
Enlargement of Pulmonary A. 6.3%
Normal 10 28.6%

Ao 2 st 27 HEdge =52 A 5T
ol S-AlGHE il zhEF o Ao
o X|&xi7ke] xjo)E glol7] s AFo) FRE 4
223 AAAp} RE AAE Al s,

g4 =

1. ﬁ'a o piEEx

AR oz AEAMAZo] JAEHUD Fxe= F T2
001211 o] & gt 713 A FAh= T 369
ollom Hxr} 189, oIzly} 187l HFALF L
A7 50.94) (QHEE 214 ~834)), oJxh= Hit
59.24 (AHBE 444 ~744 ) Hom 50494 60
A AlelollA I} 71 =kt (Table 1).
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% 8¥(22.2%), AAAZe] 3#(8.2%), Protein
C o] 18, ANAEN F3 24, 7Y F5T
18lol Fad 92 Agol} 98l gle 4
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Az Wl go] 228(61.1%), Bl=io] 183 (50.
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Table 3. The difference of PAP by survival and
expired group.

Prognosis of Groups PAP

57.4+15.3 mmHg
Recovery group 43.0£10.3 mmHg
Total 48.0 £10.3 mmHg

Expired group

PAP : Pulmonary artery pressure

& B3 A% 108](28.6% ) AT}

3) SUE T ZHAL

368%F 2790l ArEl 2% AAAYZ) 213
(77.8%), Aol lslgta®Zo] 22 (81.5%)°)%
ot B F9E ska HAR= pH 7.428 PCO, 31.
ImmHg, PO, 60.3 mmHgo|t}.
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A A e B A9s 129 (42.9%)0)
A} (Table 3).
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graphy)
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6) HIET FAL
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Algsla] Rl ot g FE X-A7 nlmsld &
AL FHE AvEY £ Fdo) 99 (27.3%),
5 AEo] 6%(18.2%), Y= FEo) 189 (545
%)olAth. HE7|FAY 18E 47 (high proba-
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termediate probablity)2 16 (44.4%)0]3lo™
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7) i CT
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A& AAE =+ o] IR 9AF ANz
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8) miEY &g
36 F 98 (25%) 0] AABAL 1 F 4L HB

Table 4. Lung perfusion scan findings of pulmonary thromboembolism

Lung perfusion scan PAP (mmHg) Prognosis (Motrality(%))
High probability 57.9 778 /207 (35.0%)
Intermediate or Low probability 28.1 31/16% (18.8%)

PAP : Pulmonary artery pressure

Table 5. Time interval between suspected and unsuspected diagnosis, and prognosis of pulmo-

nary thromboembolism

Dignosis

Time interval

Mortality rate (%)

High probability
Intermediate or Low probability

40.¢ 47 /209 (20%)
1.6y 6% /16 (18.8%)
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