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In this issue of the journal, Bugdaci et al. reports on
the pulmonary radiological findings in patients with acute
myeloblastic leukemia (AML) and their relation to chemotherapy and prognosis [1]. Respiratory events occurred
in 19% of the 278 patients, especially in advanced aged
patients with low absolute neutrophil leukocyte counts at
initial presentation of disease. Pulmonary findings were
due to infection in 56.6% of cases and to another cause
in 24.5%. These results and the rate of pulmonary events
with undetermined etiologies were consistent with similar
studies from different groups such as Chaoui et al. and
Rano et al. [2, 3].
In the present study, Bugdaci et al. reported infection
as the most common pulmonary complication in AML.
Although most cases represent infectious pneumonia, with
bacteria (28.3%) and fungi (26.5%) the leading pathogens, noninfectious etiologies such as leukemic infiltration (3.8%), pulmonary embolism (7.5%), pneumothorax
(3.8%), and cardiac disease (9.4%) also must be taken into
account.
Both pulmonary leukostasis and malignant infiltration
of the lung have been described in patients with AML [4].
In contrast to leukostasis, leukemic pulmonary infiltration
has been defined in AML patients without hyperleukocytosis, suggesting that the type of blasts and their affinity
for the pulmonary endothelium may be involved in the
development of ARF. Bugdaci et al. reported two cases of
AML M5 and M4/5 with pulmonary leukemic infiltration
at initial presentation of disease. Azoulay et al. showed
that adding dexamethasone (10 mg every 6 hours, until
leukopenia occurred) to the chemotherapy regimen in
AML M5 with acute respiratory failure from leukemiarelated pulmonary involvement significantly diminished
mortality [5].
Pulmonary manifestations including leukemia-related
respiratory involvement and infectious process such as

hypoxemic acute respiratory failure (ARF) and pneumonia, constitute diagnostic and therapeutic emergencies,
and contribute to the morbidity and mortality during the
course of AML [6]. In patients with AML and pulmonary
infiltrates, infection must be suspected and treated empirically, because ARF, the leading reason for intensive care
unit admission, still carries a 50% overall mortality rate
despite improvements in supportive therapy. However,
clinically defined respiratory events may be directly due
to the leukemia-related involvement consist of leukostasis, leukemic infiltrates and lysis pneumopathy [5]. In
addition to rapid cytoreduction by hydration and chemotherapy, anti-inflammatory therapy appears to be effective in improving outcomes in these patients. For many
years, glucocorticoids (GCs) are often clinically used to
treat lymphoid leukemia and lymphoma. The induction
of apoptosis is thought to be a main mechanism mediating
the therapeutic effect of GCs [7]. In contrast to acute lymphoblastic leukemia, AML cells have usually been resistant to these agents [8]. Nevertheless, steroid therapy has
been used in AML with pulmonary disease of infectious or
noninfectious origin, to prevent acute respiratory distress
syndrome through various mechanism, including decrease
cytokine and oxidant release, blast adhesion to endothelial
cells and blast degeneration within the interstitium [5].
In conclusion, irrespective of their etiology, respiratory
events are of a major prognostic significance [2]. Moreover, leukemic pulmonary involvement should be considered in AML patients with noninfectious lung infiltration.
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