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A Case of Pulmonary Embolism with Protein C, S Deficiency
in Apical Hypertrophic Cardiomyopathy

Seong-Min Park < Byung-Seok Kim * Young-Mi Hong
II-Woo Park + Ju-Cheol Park - Joon-Hoon Jeong : Jae-Woo Lee

Department of Cardiology, Wallace Memorial Baptist Hospital and Kosin University College of Medicine, Busan, Korea

— Abstract

Pulmonary embolism is caused by various conditions including genetic and acquired factors, and among them, C and
S protein deficiency are known as a cause of pulmonary embolism although their incidences are low. Apical
hypertrophic cardiomyopathy is known as a subtype of hypertrophic cardiomyopathies which was reported to be a cause
of diastolic heart failure or thromboembolism by activating coagulation system, and this may have an effect on
developing pulmonary embolism. We report this since we experienced a case of both C and S protein deficiencies in
a patient with apical hypertrophic cardiomyopathy who was diagnosed as pulmonary embolism and has been examined
to find the cause of the disease.
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Fig 1. Parasternal long-axis view of patient.
The ventricular septum is asymmetrically hypertrophied
compared with the posterior wall.
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Fig. 2. The ECG on admission shows giant T wave inversion
in precordial leads.
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The CT shows pulmonary embolism, whch is seen defect of

Fig 4. Chest CT findings of the patient on admission.
right main pulmonary artery.
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The CT shows apical hypertrophic cardiomyopathy, which is

Fig 5. Chest CT findings of the patient on admission.
seen with apical hypertrophy of left ventricle
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interval change compared with admission(figure 1). But sinus

Fig 3. On hospital day 2weeks, the ECG shows no significant
tachycardia is not seen in this ECG.
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