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Mechanisms of Elastic Fiber Synthesis in Lung Tumor Stroma
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Adenocarcinoma in situ(AlS)/lepidic adenocarcinoma with increased elastic
fibers and multifocal micronodular pneumocyte hyperplasia(MMPH) showed the presence of epithelial
lepidic growth and subepithelial myofibroblast (SEMF), while no increased elastic fibers or SEMF
were observed in sclerosing pneumocytoma. It was inferred that the alveolar epithelial lepidic
growth of glandular tumor cells and the presence of SEMF are important in the formation of elastic
fibers in lung glandular tumors. In addition, EGFR-mutated lung adenocarcinomas had a greater

proportion of lepidic growth components and significantly increased elastic fiber volume compared to
EGFR-wild type lung adenocarcinomas.
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