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[Abstract] Chronic obstructive pulmonary disease is abbreviated as COPD. There are more and more patients
with pulmonary embolism (PE) in the acute exacerbation of COPD (AE-COPD). Clinically, PE and AE-COPD have simi-
lar symptoms, it is often difficult to identify whether PE has been combined, which is prone to missed diagnosis and mis-
diagnosis, seriously affecting the treatment and prognosis of patients, and causing huge economic burden to society.
Therefore, it is of great clinical significance to correctly understand the characteristics of COPD combined with PE and
to make accurate diagnosis at an early stage. This article aims to review the epidemiology, pathogenesis, risk factors, clin-

ical manifestations and signs, risk assessment, biomarkers, diagnosis and treatment management, and prognosis of

=)
<2z

COPD with PE.
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