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A Case of Massive Pulmonary Embolism Masked by a Ventricular Septal Defect

Kyoung Yong Lee, Woo Cho Chung, Kyung Joong Kim, Young Jae Doo, Jiwook Choi, Yeong Seop Yun, and Jaec Beom Lee

Division of Cardiology, Department of Internal Medicine, Anyang Sam Hospital, Anyang, Korea

Patients with massive pulmonary embolism may present with severe dyspnea at rest, syncope, or cardiac arrest. Early diagnosis

and treatment are essential to reduce mortality; however, patient-specific factors can influence the hemodynamic effect of pulmo-

nary embolism. Here, we present a case of massive pulmonary embolism masked by a ventricular septal defect in a 73-year-old

female. (Korean J Med 2015;89:85-90)
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Figure 2. Ventricular septal defect (VSD) size is 0.36 cm (A). Echocardiography shows increased right ventricular systolic pressure (B).
Pessure gredient of left and right ventricle through VSD is 21.56 mmHg (C). TR, tricuspid regurgitation; RVSP, right ventricular sys-

tolic pressure.
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Figure 3. Echocardiography shows left to
right shunt (arrow) at systolic phase (A)
and right to left shunt (arrow) at diastolic
phase (B).

Figure 4. Contrast-enhanced axial computed tomography shows

intraluminal massive pulmonary emboli in both pulmonary ar-
teries (arrows).
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Figure 5. In HD #16, follow up echocardiography shows improved right ventricular systolic pressure (A), left to right shunt (arrow) at
systolic phase (B), and right to left shunt change left to right shunt (arrow) at diastolic phase (C). TR, tricuspid regurgitation; RVSP,

right ventricular systolic pressure.
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