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Fig. 1 Contrast-enhanced chest computed tomography at diagnosis. Chest
computed tomography revealed a cavitary tumor in the left lower lobe ac-
companied by enlargement of left hilar and mediastinal lymph node.
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Fig. 2 Patient’s clinical course. Pembrolizumab was administered on day 2 and was followed by immune-
related lung injury, which was refractory to corticosteroids. The lung injury transiently improved following
treatment with infliximab but worsened about two weeks later, leading to lethal respiratory failure.

DRPM: doripenem, LVFX: levofloxacin, PSL: prednisolone, mPSL: methylprednisolone.
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Fig. 3 Microscopic findings at autopsy. Hematoxylin-eosin staining. Representative microscopic
images of acute (left) and organizing (right) phases of diffuse alveolar damage were revealed.
Alveolar hyaline membrane formation was remarkable in the acute phase, whereas type II

pneumocyte hyperplasia and an initial stage of the interstitial fibrosis were noted in the orga-

nizing phase.
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Abstract
Re-exacerbation of immune-related lung injury following transient improvement with infliximab

Itaru Ohsawa?, Shojiroh Morinaga®, Mamoru Sasaki?,
Tomoo Kakimoto? Takashi Shimada® and Naoto Minematsu®
4Department of Internal Medicine, Hino Municipal Hospital
bDepartment of Diagnostic Pathology, Hino Municipal Hospital

A 70-year-old male experienced immune-related lung injury that was refractory to corticosteroid therapy
following administration of pembrolizumab as first-line treatment for non-small cell lung cancer. The lung injury
transiently improved following treatment with infliximab but worsened two weeks later, leading to lethal respi-
ratory failure. An autopsy revealed organizing and acute phases of diffuse alveolar damage, which presumably
reflected the primary lung injury and its re-exacerbation, respectively. The withdrawal of infliximab might be as-
sociated with the re-exacerbation of the lung injury. The present case suggests that the administration of inflix-
imab for recurrent immune-related lung injury should be considered.



