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Introduction
Pulmonary Embolism (PE) is a serious and often life-threatening 

condition that arises when one or more pulmonary arteries in the lungs 
become obstructed by a blood clot. This clot, often originating from the deep 
veins in the legs (deep vein thrombosis), can obstruct the flow of blood to vital 
lung tissues, causing significant complications. While PE is a well-recognized 
condition on its own, its role as a contributing factor to Acute Respiratory 
Failure (ARF) in patients with pre-existing chronic cardiopulmonary diseases 
is often underappreciated. Chronic cardiopulmonary diseases, such as 
Chronic Obstructive Pulmonary Disease (COPD), Interstitial Lung Disease 
(ILD), Congestive Heart Failure (CHF), and pulmonary hypertension (PH), 
represent a complex clinical challenge. These conditions often predispose 
patients to multiple exacerbations, including ARF, which can be triggered by 
acute events like PE. The addition of a pulmonary embolism to an already 
compromised cardiopulmonary system significantly worsens the clinical 
status of these patients, leading to an increased risk of morbidity and mortality. 
Understanding the pathophysiology, diagnostic challenges, and therapeutic 
options for managing PE in the context of chronic cardiopulmonary diseases 
is crucial for improving patient outcomes [1]. 

Description
Venous thromboembolism is a potentially life-threatening condition 

characterized by the formation of blood clots in the deep veins, usually in 
the lower limbs (DVT), which can travel to the lungs, causing a pulmonary 
embolism. After major surgical procedures, particularly those involving 
prolonged immobilization, patients are at an increased risk for developing 
VTE. The immobilization associated with thoracolumbar spine surgery, 
particularly those that involve long recovery periods or fusions, predisposes 
patients to VTE due to the following reasons. Thoracolumbar spine surgeries 
often require significant postoperative bed rest, especially in cases where 
spinal stabilization is needed. This immobility can result in venous stasis, 
one of the key risk factors for clot formation. The surgery itself can lead to 
direct trauma to blood vessels, leading to endothelial injury and the release 
of prothrombotic substances. Moreover, inflammation induced by the surgical 
procedure can activate the coagulation cascade, further increasing the risk 
of clot formation. Many patients undergoing thoracolumbar spine surgery are 
older or have multiple comorbidities such as obesity, cardiovascular disease, 
or a history of prior VTE. These conditions independently elevate the risk of 
clot formation [2].

Pulmonary embolism occurs when a clot or embolus obstructs one or 
more branches of the pulmonary artery, resulting in impaired blood flow to 

lung tissues. The source of the clot is typically from the deep veins of the lower 
extremities or the pelvic veins (deep vein thrombosis). However, clots can also 
arise from other sources, such as the right side of the heart, fat embolism from 
long bone fractures, or even air embolism. When a clot obstructs pulmonary 
arteries, it leads to a cascade of physiological responses. First, the affected 
lung segment becomes perfusion-deficient, and the blood flow is diverted to 
other parts of the lung. This leads to ventilation-perfusion (V/Q) mismatching 
and hypoxia, as well as an increase in Pulmonary Vascular Resistance (PVR) 
as the body attempts to compensate for the obstruction. The increase in PVR 
places additional strain on the right ventricle, which must work harder to pump 
blood through the narrowed pulmonary arteries. This can lead to acute right 
heart failure (cor pulmonale) in severe cases. In addition to hypoxia, pulmonary 
embolism can cause a cascade of biochemical and inflammatory responses, 
leading to endothelial injury, activation of the coagulation cascade, and further 
worsening of the cardiopulmonary status. This can cause significant damage 
to the alveolar-capillary membrane, leading to further impairment of gas 
exchange and contributing to respiratory failure [3].

Acute respiratory failure is defined as the inability of the respiratory 
system to maintain adequate oxygenation or ventilation, leading to hypoxemia 
(low oxygen levels in the blood) and/or hypercapnia (high carbon dioxide 
levels). ARF can arise due to a variety of causes, including airway obstruction, 
pulmonary parenchymal disease, and central respiratory drive abnormalities. 
In patients with chronic cardiopulmonary diseases, such as COPD, ILD, CHF, 
or PH, ARF can be triggered by several acute events, including infections, 
worsening of underlying disease, or the development of complications such 
as pulmonary embolism. In these patients, even a small embolism can have 
devastating effects on their already compromised respiratory system. The 
combination of pre-existing respiratory or cardiovascular compromise and the 
acute obstruction caused by PE can lead to sudden and severe hypoxemia, 
respiratory distress, and the need for mechanical ventilation. Chronic 
Obstructive Pulmonary Disease (COPD), Interstitial Lung Disease (ILD), 
Congestive Heart Failure (CHF) and Pulmonary Hypertension (PH) are among 
the most common chronic conditions that affect the cardiopulmonary system. 
These diseases are characterized by long-term impairment in the respiratory 
and circulatory systems, often leading to diminished functional capacity, 
frequent exacerbations, and poor quality of life. The presence of one or more 
of these diseases makes individuals more susceptible to respiratory failure 
when an acute event, such as a pulmonary embolism, occurs [4,5].

Conclusion
Pulmonary embolism represents a significant and potentially life-

threatening complication in patients with chronic cardiopulmonary diseases. 
The addition of PE to an already compromised respiratory and cardiovascular 
system can precipitate acute respiratory failure, which significantly worsens 
patient outcomes. Recognizing the interplay between these conditions, 
early diagnosis, and prompt treatment are essential to improving survival 
and reducing morbidity. Given the complexity of managing these patients, 
a multidisciplinary approach involving cardiologists, pulmonologists, 
intensivists, and other specialists is necessary to ensure optimal care. Future 
research should focus on identifying better diagnostic markers, treatment 
strategies, and preventive measures to reduce the incidence of pulmonary 
embolism in this vulnerable population. Understanding the pathophysiology, 
clinical presentation, and management of pulmonary embolism in the context 
of chronic cardiopulmonary diseases is key to improving the prognosis of 
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these patients. By addressing both the acute and chronic aspects of care, 
clinicians can help mitigate the impact of this life-threatening condition and 
enhance patient outcomes.

Acknowledgement 
None.

Conflict of Interest
None.

References
1.	 Carson, Jeffrey L., Michael L. Terrin, Amy Duff and Mark A. Kelley. "Pulmonary 

embolism and mortality in patients with COPD." Chest 110 (1996): 1212-1219.

2.	 Le Mao, Raphael, Cécile Tromeur, Amélie Bazire and Maelenn Gouillou, et al. 
"Risk of recurrent venous thromboembolism in COPD patients: Results from a 
prospective cohort study." Eur Respir J 50 (2017).

3.	 Wiener, Renda Soylemez, Lisa M. Schwartz and Steven Woloshin. 
"Time trends in pulmonary embolism in the United States: Evidence of 
overdiagnosis." Arch Intern Med 171 (2011): 831-837.

4.	 Prudente, Robson, Renata Ferrari, Carolina Mesquita and Luiz Machado, 
et al. "Nine-year follow-up of interleukin 6 in chronic obstructive pulmonary 
disease–complementary results from previous studies."  Int J Chronic Obstr 
Pulm Dis (2021): 3019-3026.

5.	 Hacievliyagil, Suleyman S., Hakan Gunen, Levent C. Mutlu and Aysun B. 
Karabulut, et al. "Association between cytokines in induced sputum and 
severity of chronic obstructive pulmonary disease." Respir Med 100 (2006): 
846-854.

How to cite this article: Delano, Preston. “Pulmonary Embolism as a 
Contributing Factor to Acute Respiratory Failure in Chronic Cardiopulmonary 
Diseases.” J Pulm Respir Med 14 (2024): 708.

https://www.sciencedirect.com/science/article/pii/S0012369215465262
https://www.sciencedirect.com/science/article/pii/S0012369215465262
https://jamanetwork.com/journals/jamainternalmedicine/article-abstract/227272
https://jamanetwork.com/journals/jamainternalmedicine/article-abstract/227272
https://www.tandfonline.com/doi/abs/10.2147/COPD.S328266
https://www.tandfonline.com/doi/abs/10.2147/COPD.S328266
https://www.sciencedirect.com/science/article/pii/S0954611105003574
https://www.sciencedirect.com/science/article/pii/S0954611105003574

	Corresponding Author

