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Abstract

Most NSCLC cancers metastasize from the lung at the time of diagnosis and cannot be removed by surgery. Immunotherapy has also
become an important treatment for NSCLC, especially for patients with NSCLC without genetic mutations. Although immunotherapy
improves overall survival and tumor progression-free survival in patients with NSCLC, the overall 5-year survival rate is only
9%~13%. Therefore, the treatment of advanced NSCLC remains an important medical need. However, the latest research shows that
the intestinal-lung axis microecology is closely related to the lung malignancy, and the intestinal flora may play a role in inhibiting
tumor growth through the “intestinal-lung axis microecological regulation”. This review will analyze the mechanism of intestinal
microbiota in the immunotherapy of NSCLC and provide new ideas for the treatment of lung cancer.
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