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[ Abstract ] Background and objective Pneumonic-type lung carcinoma is a special type of lung cancer both clini-
cally and radiologically. Here we present our experience on pneumonic-type lung carcinoma in an attempt to investigate the
clinical, radiological and pathological features, diagnostic procedures, treatment, and prognosis of this type of tumor. Methods
Pathologically confirmed lung cancer with a chest CT characterized by ground glass opacity or consolidation was defined as
pneumonic-type lung carcinoma. Cases with advanced pneumonic-type lung carcinoma admitted to Peking Union Medical

College Hospital (PUMCH) from January 1, 2013 to August 30, 2018 were enrolled. Retrospective analysis of clinical data
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and survival follow-up of these patients was conducted. Results A total of 46 cases were enrolled, all of which were adenocar-
cinoma. Cough (41/46, 89.1%) and expectoration (35/46, 76.1%) were the most prominent symptoms. The most frequent
chest CT findings were ground glass attenuation (87.0%), patchy consolidation (84.8%), and multiple ground-glass nodules
(84.8%). Multiple cystic changes (40%) and cavitation (13%) were also quite frequent. Ipsilateral and contralateral intrapul-
monary metastasis were noted in 95.3% and 84.8% of cases respectively. The median duration from symptom onset to diagno-
sis was 214 days (95%CI: 129-298). Both surgical lung biopsy and CT-guided percutaneous lung biopsy had a diagnostic yield
of 100%. Transbronchial lung biopsy (TBLB) combined with bronchoalveolar lavage (BAL) had a diagnostic yield of 80.9%
(17/21). Sputum cytology had a diagnostic yield of 45% (9/20). Twenty-six cases were invasive mucinous adenocarcinoma
(26/46, 56.5%) and the remainder were unable to identify pathological subtypes due to lack of adequate biopsy sample size.
EGFR mutation was detected in 15.8% (6/38) of patients and ALK rearrangement was detected in 3.0% (1/33) of patients. The
median overall survival for these patients was 522 d (95%CI: 424-619). In patients without EGFR mutation or ALK rearrange-
ment, chemotherapy significantly improved survival (HR=0.155, P=0.002,2). The median overall survival was 547 d (95%ClI:
492-602 d) with chemotherapy and 331 d (95%CI: 22-919) without chemotherapy. Conclusion Diagnosis of pneumonic-
type carcinoma is usually delayed due to clinical and radiological features mimicking pulmonary infection. TBLB combined
with BAL has a quite high diagnostic yield. The most frequent histological type is invasive mucinous adenocarcinoma. The

incidence of EGFR mutation or ALK rearrangement is low in pneumonic-type carcinoma. For patients without cancer driver

genes, chemotherapy is recommended to improve overall survival.
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Tab 1 Chest CT features of pneumonic-type lung carcinoma
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i, AAM200 (20/46, 43.5%) HE ORIERFR A AN, B8
HORHMLAE R A, G2 W R, ok — 2 X0k B
SR S At T A P 8 Y5 BT - R A T T P R

Chest CT features Number of patients Percentage
Ground glass attenuation 40 87.0%
Patchy consolidation 39 84.8%
Air-bronchogram 37 80.4%
Bronchial leafless tree sign 29 63.0%
Multiple ground-glass nodules 39 84.8%
Interlobular fissure edge bulging 15 32.6%
Bubble-like low attenuation 17 40.0%
Cavity 13.0%
Nodule or mass 19.6%
CT angiogram sign (34 cases) 22 64.7%
Different ipsilateral lobe pulmonary nodules 43 93.5%
Contralateral pulmonary nodules 39 84.8%
Pleural metastasis 16 34.8%
Mediastinal lymphadenopathy 29 63.0%

CT: computed tomography.
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Fig 1 Imaging findings of pneumonic-type lung
carcinoma. A: Consolidation with air-bronchogram
in the right middle and lower lobes. Ground-glass
attenuation in the left lower lobe. Multiple ground-
glass nodules in both lungs. B: Ground-glass
attenuation in both lunges with left interlobar pleural
thickening. Note a small nodule in the right lower
lobe. C: Diffuse ground-glass attenuation in both
lungs, with multiple bubble-like low attenuation and
ground-glass nodules. D: Consolidation and ground-
glass attenuation in the left lower lobe with multiple
bubble-like low attenuation and cavitation.
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Fig 2 The duration from symptom onset to diagnosis (A), progression-free survival for patients underwent chemotherapy (B), and the

overall survival of pneumonic-type lung carcinoma patients (C).
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Fig 3 Overall survival in patients with pneumonic-type lung carcinoma. A: Kaplan-Meier estimates in patients with chemotherapy versus

non-chemotherapy. B: Kaplan-Meier estimates in patients with EGFR mutation or ALK rearrangement versus patients without EGFR

mutation or ALK rearrangement. C: Kaplan-Meier estimates in patients without EGFR mutation or ALK arrangement with chemotherapy

versus non-chemotherapy.
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