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Abstract
Venous thromboembolism (VTE), comprising pulmonary
embolism (PE) and deep vein thrombosis (DVT), poses a
significant clinical challenge due to its diverse and often
nonspecific manifestations. We provide a comprehensive
description of the clinical, electrocardiographic, and
radiological findings observed in the patient, elucidating
the individualized therapeutic approaches based on their
hemodynamic stability.

Recognizing the spectrum of clinical presentations in
pulmonary embolism is crucial, given its variability and
potential

life-threatening  consequences.  Timely

identification and differentiation between
hemodynamically stable and unstable cases are pivotal,
as immediate initiation of appropriate treatment
significantly mitigates the morbidity and mortality risks
associated with obstructive shock.

Keywords: Pulmonary Hypertension, Hemodynamically
Case Report

A 38-year-old obese female, a non smoker with no
known co-morbidities, presented with complaints of
sudden-onset chest pain with breathlessness for four
hours, associated with palpitations. The patient was
tachypneic with blood pressure of 70/50 mmHg with

normal oxygen saturation. Her ECG showed sinus

tachycardia with the "S1Q3T3" pattern with right axis
deviation and incomplete right bundle branch block
(RBBB). D Dimer was elevated. The 2D echo revealed a
dilated right atrium and right ventricle and moderate
pulmonary hypertension RVSP- 55mmHg.
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Computed tomography pulmonary angiography (CTPA)

revealed a near complete hypodense filling defects noted

Wﬂm in right and left pulmonary arteries and an impression of
E-Wave: 0, .
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MULTISLICE CT - PULMONARY ANGIOGRAM

Helical plain and contrast CT study of the chest:

Near complete hypodense filling defects noted in the right and left pulmonary

arteries.

Complete hypodense filling defects noted in lobar, segmental and subsegmental

branches of bilateral lung fields,

Diffuse mosalc attenuation noted in bilateral lung fields.

Main and central pulmonary artery appear normal in caliber.

Main pulmonary artery measures ~ 24 mm, right pulmonary artery measures ~ 16 mm

,left pulmonary artery measures ~ 17mm.

No evidence of right ventricular strain.

No evidence of reflux of contrast into IVC.

RV:LV ratio appears normal.

No evidence of bowing of interventricular septum. .

Mediastinal position and contents including the trachea and its bifurcation, TROTac
appear normal.

:";";n:"’; mass lesions identified in the mediastinum / hilar regions.

No significant pleural fluid collection seen.

No bony destruction seen. i}
superficial soft tissues of the chest wall appear normal.
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This is a case of massive PE and the patient was
thrombolysed with streptokinase. Post thrombolysis,
anticoagulation was started with heparin and later
discharged with novel oral anticoagulant after clinical
recovery.

During follow-up, evaluation for thrombophilic states
was done which revealed intermediate
hyperhomocysteinemia (78 micromol/l) with normal
vitamin B12, folate, protein C, and S levels as well as
(ANA) and

antiphospholipid antibodies (APLA) profile.

negative antinuclear antibody
Discussion

Pulmonary embolism (PE) occurs when there is a
disruption to the flow of blood in the pulmonary artery or
its branches by a thrombus that originated somewhere
else. In deep vein thrombosis (DVT), a thrombus
develops within the deep veins, most commonly in the

lower extremities. PE usually occurs when a part of this

© 2024 1IMSIR, All Rights Reserved

thrombus breaks off and enters the pulmonary
circulation.

Most pulmonary embolisms originate as lower extremity
DVTs. Hence, risk factors for pulmonary embolism (PE)
are the same as risk factors for DVT. Virchow's triad of
hypercoagulability, venous stasis, and endothelial injury
provides an understanding of these risk factors.

Risk factors can be classified as genetic and acquired.
Genetic risk factors include thrombophilia such as factor
V Leiden mutation, prothrombin gene mutation, protein
C deficiency, protein S deficiency,
hyperhomocysteinemia, among others. Acquired risk
factors include immobilization for prolonged periods
(bed rest greater than three days, anyone traveling greater
than 4 hours, whether by air, car, bus, or train), recent
orthopedic surgery, malignancy, indwelling venous
catheter, obesity, pregnancy, cigarette smoking, oral
contraceptive pill use, etc

It is extremely crucial to divide PE based on the presence
or absence of hemodynamic stability.

Hemodynamically unstable PE (previously
called massive or high-risk PE) is PE which results in
hypotension (as defined by systolic blood pressure (SBP)
less than 90 mmHg or a drop in SBP of 40 mm Hg or
more from baseline or hypotension that requires
vasopressors or inotropes), the old term "massive" PE
does not describe the size of the PE but describes its
hemodynamic effect. Patients with hemodynamically
unstable PE are more likely to die from obstructive shock
(i.e., severe right ventricular failure).

Hemodynamically stable PE is a spectrum ranging from
small, mildly symptomatic or asymptomatic PE (low-risk
PE or small PE) to PEs, which cause mild hypotension
that stabilizes in response to fluid therapy, or those who
present with right ventricle dysfunction (submassive or

intermediate-risk PE), but is hemodynamically stable.
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