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LETTER TO THE EDITOR

The Neglected Role of Hematologic
Disorders in Pulmonary Embolism

Arnon Nagler

Division of Hematology, Sackler Faculty of Medicine, University of Tel Aviv, Israel

I read with interest the study of Diana Opincariu et al.,
published recently in the Journal of Cardiovascular Emer-
gencies (Volume 2 Issue 2), reporting on factors associ-
ated with one-year mortality in patients with acute pul-
monary embolism (PE).!

The authors identified hemodynamic instability, left
ventricular hypertrophy, associated pulmonary pathologies
or chronic kidney disease as significant predictors of mor-
tality at one year, in patients surviving an acute episode of
PE. The article is well written and provides relevant infor-
mation, studying the most common risk factors in patients
with PE, that are encountered in the daily practice in car-
diac care units.! Therefore, the conclusions of the study are
very valuable for clinical practice. However, after carefully
reviewing the study data, I have several comments to make.

The entire study addresses the topic from a narrow clin-
ical perspective, without taking into account the potential
risk associated with the presence of coagulation disorders.
It has been demonstrated that a significant risk factor for
the development of PE is protein C or protein S deficiency.
The determination of plasma protein C and protein S ac-
tivity or concentrations could help to identify the presence
of congenital thrombophilia, which has been reported in
many cases to be associated with a higher risk of embolic
events as well as with a worse outcome.? Hyperhomocys-
teinemia has been also demonstrated to represent a risk
factor for recurrent venous thromboembolism, and the
presence of these disorders might impact on the survival in
patients with PE.? In two studies on a pediatric population
with venous thromboembolism who underwent compre-
hensive thrombophilia screening, protein S deficiency was

identified in 8.2% and protein C deficiency in 7.4% of their
families, indicating that thrombophilia testing should be
performed in all cases with an unknown etiology of PE.4°
However, in the study of Opincariu et al., although 25%
from the patient population had no identifiable cause of
PE, no thrombophilia testing was performed.

The role of hematologic disorders in the etiology of PE
could be related to various factors that are associated with
both increased coagulability and hemorrhagic disorders,
and the association between pulmonary embolism and
thrombotic thrombocytopenic purpura or von Willebrand
disease has been described in various publications.®?

Another interesting finding of the study is related to the
increased mortality in patients with underlying renal or
pulmonary disease. These conditions are usually associated
with exacerbated inflammation, and inflammation is often
accompanied by a pro-thrombotic state.® As the cause of
death is not reported, it would be interesting to find out if
the deaths were caused by recurrent episodes of pulmonary
embolism caused by thrombotic imbalance resulting from
inflammation, rather than being related to the progression
of the underlying severe pulmonary or renal disease.

A careful consideration of the thrombophilic status and
coagulation imbalance in these patients would be of sig-
nificant value and should, in my opinion, be included in
any future study.
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