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Abstract : Chronic obstructive puimonary disease (COPD) and lung cancer are among the leading causes of death
worldwide, imposing a significant social and economic burden globally. The high comorbidity rate of COPD
and lung cancer suggests that they may share common risk factors and pathogenic mechanisms. Smoking
and environmental air pollution are recognized as shared risk factors for both conditions. Increasing
evidence indicates that chronic inflammation, genetic susceptibility, epigenetics, telomere length, oxidative
stress responses, and pulmonary microbiota are common pathways involved in the development and
progression of COPD and lung cancer. This article provides a review of the major risk factors and shared
pathogenic mechanisms associated with COPD complicated by lung cancer, offering a basis for early
screening, diagnosis, and treatment strategies for these diseases.
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