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Lenalidomide Induced Late-Onset Acute Respiratory Distress
Syndrome

Lenalidomidin Indiikledigi Ge¢ Baslangich Akut Solunum Distresi
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ABSTRACT

A 77-year-old man with multiple myeloma (MM) presented with shortness of breath to the emergency
department. He also had history of chronic obstructive pulmonary disease, chronic pulmonary embolism
and nephrectomy due to malignancy 10 years ago. He had been treated for 9 months with lenalidomide
because of MM. He diagnosed with adult respiratory distress syndrome due to lenalidomide. We aimed to
demonstrate late onset and destructive effects of lenalidomide on the lungs.
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oz

Multiple miyelomlu (MM) 77 yagindaki erkek hasta acil servise nefes darligi nedeniyle basvurdu. Oykistinden
kronik obstruktif akciger hastaligi, kronik pulmoner emboli ve |0 yil énce kansere bagli nefrektomi gegirdigi
anlasiimaktaydi. MM nedeniyle 9 aydir lenalidomide kullanmaktayd. Lenalidomide bagli yetiskin solunum yet-
mezligi sendromu tanisi aldi. Geg baslangigli lenalidomidin akcigerlerdeki yikicr etkilerini sunmayi amagladik.

Anahtar Kelimeler: Lenalidomide, akciger toksisitesi, yan etki, dispne

Introduction

Acute lung injury is a diffuse, inflammatory injury that causes increased pulmonary vascular per-
meability and lung weight that leads to loss of aerated tissue. Acute lung injury not only occurs
as a result of inhaled substances, but also oral and parenteral drugs may be harmful [1]. There
is a previously published case of organizing pneumonia leading to acute respiratory distress
syndrome (ARDS) after long-term administration of lenalidomide [2]. Here, we presented an
old man with various co-morbidities whose reason of lung injury was diagnosed as late effect of
lenalidomide after detailed evaluation.

Case Report
A 77-year-old man with multiple myeloma (MM), chronic obstructive pulmonary disease
(COPD) and a 50-pack-year smoking history presented with shortness of breath to our
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prednisolone, i.v. cephtriaxone, ranitidine and low molecular weight heparin (enoxaparin).
Laboratory tests included WBC: 7.200/p, absolute neutrophil count: 6.000/uL, hemoglobin:
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Figure |. a-d. There was bilaterally diffuse panlobular emphysema and increased aeration in CT performed
two years ago (a, b). New imaging showed interlobular septal thickening, increased fibrotic density,

ground glass appearance and prominent bronchovascular markings (c). In addition, there was incomplete
consolidation areas and increased opacity in the lingular lob and in bilateral lower lobes (d).

the |2-lead electrocardiography. Chest radi-
ography revealed hyper- inflated lung fields
bilaterally. We performed thoracic computer-
ized tomography (CT) angiography to exclude
acute pulmonary embolism and pneumo-
nia. There was bilaterally diffuse panlobular
emphysema and increased aeration in CT
performed two years ago (Figure la, b), new
imaging showed interlobular septal thickening,
increased fibrotic density, ground glass appear-
ance and prominent bronchovascular markings
(Figurelc). In addition, there was incomplete
consolidation areas and increased opacity in
the lingular lob and in bilateral lower lobes
(Figure 1d). Pulmonary arteries were evalu-
ated as normal. We thought that this condition
was induced by lenalidomide and the drug was
withdrawn. Despite treatment with oxygen,
bronchodilator, steroid and ceftriaxone during
3 days, his condition worsened with a PaO2/
FiO2 ratio of 90.2 on 3™ day. We planned to

perform bronchoscopy with broncho-alveolar
lavage, but we could not due to the declining
of his situation. We tried positive pressure ven-
tilation; however, he died on the 3rd day due
to severe adult respiratory distress syndrome
possibly because of lenalidomide.

Discussion

With this case report, we wanted to attract
attention to lenalidomide induced late-onset
acute respiratory distress syndrome.

Our case had many common points with the case
by Gorguner and Akgun. [|]. First, both of them
had late-onset acute respiratory distress syn-
drome occurring after about 9 months. Second,
they presented similar pneumonia symptoms
and physical and laboratory examination findings.
Third, our patient had mild thrombocytopenia
while their case had bicytopenia. Forth, both of
them did not respond to anti-biotherapy.

Our case was one of the few cases of ARDS pos-
sibly caused by lenalidomide. Despite prescribed
high dose steroids and broad spectrum antibiot-
ics, the patient got worse and died. We should
pay attention to venous and/or arterial throm-
bosis caused by lenalidomide [3]. Besides, it was
recently shown that warfarin did not change the
plasma level or anticoagulant effect to warfarin or
the plasma level of lenalidomide [4].

The reason of ARDS in this patient might be
acute PE on the ground of chronic PE; or COPD
exacerbation might cause similar clinical situa-
tion. However, we excluded these possibilities
with imaging and laboratory findings.

In conclusion, physicians should be aware of
late and destructive effects of lenalidomide on
the lungs.
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