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Fig. 1 Imaging findings. (a) Contrast-enhanced computed tomography (CT)
showed a mass of approximately 6.5cm in the upper lobe of the right lung
with an area of low enhancement, which was suspected to be internal necro-
sis and infiltration into the chest wall. (b) Positron emission tomography-CT
showed high FDG accumulation in the primary tumor and diffuse FDG accu-

mulation in the systemic bone marrow.

Fig. 2 Histopathological findings of transbronchial biopsy. (a) Hematoxylin-eosin (HE) staining showed
atypical cells with necrosis that did not show a specific differentiation tendency (x 200). (b) Immuno-
histochemical staining for anti G-CSF antibody was positive in most of the atypical cells (x 200).
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Fig. 3 Evaluation of treatment efficacy on CT images. The arrows indicate the location of residual
tumor. (a) Before chemotherapy. (b) After chemotherapy. Complete response was observed after

four courses of chemotherapy.
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A case of Stage IV G-CSF producing lung cancer successfully
treated with surgery and combined immunotherapy
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A 36-year-old man was diagnosed with G-CSF producing lung cancer (cStage IIB). The patient was sched-

uled for radical resection, but intraoperative findings revealed a nodule due to pleural seeding, and he was diag-

nosed with pStage IVA. Taking into consideration his persistent high fever due to G-CSF production from the tu-

mor, decreased performance status, and resistance to chemotherapy, the patient underwent surgical resection to

reduce the tumor volume and was administered carboplatin + paclitaxel + bevacizumab + atezolizumab for the

remaining tumor. The tumor has remained recurrence-free to date after conversion to maintenance therapy with

bevacizumab and atezolizumab.



