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[Abstract] Lung cancer is the leading cause of cancer-related deaths worldwide , and in the past few years, many studies have found
that gut flora has an important role in the development of lung cancer. The intestinal microbiota is considered as a human microbial
organ, which not only affects the human body’ s functions such as digestion and anti-infection, but also influences the human body’ s
response to tumor therapy by participating in immunomodulation and metabolism. In addition, the interaction between microorganisms
and host cells is crucial for regulating local and systemic physiological functions, which can influence the local microenvironment and
immune system function of the host, thus affecting tumor development and anti-tumor therapeutic effects. In this paper, we will review
the mechanisms by which intestinal flora influence lung cancer development and their clinical significance in lung cancer treatment.
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Table 1 A literature overview of current research on the role of the gut microbiome in the development and progression of

Mechanisms

Results

Research subjects

References
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Induce DNA damage

Metabolites regulate immunity

Induction of immune cell acti-

Promote lung cancer cell prolifera-
tion

Impairimmune function and promote
lung cancer progression

Induce p53 mutation and lead to
tumor formation

Generate ROS and lead to DNA
damage and promote tumourigenesis
Induce inflammation and promote
tumourigenesis
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kines alter the immune microenvi-
ronment and induce lung malig-
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Inhibit the development of lung

Microbial commensal
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Prevotella copri
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Bacterial toxin
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Intestinal flora in
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