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[ Abstract ] Chronic obstructive pulmonary disease (COPD) and lung cancer are global high incidence and high
mortality diseases, which seriously increase the socio-economic burden. Smoke exposure, genetic susceptibility and chronic
inflammation are common susceptible factors. At present, abnormal inflammatory immune response plays an important role in
the occurrence and development of the two diseases. In the process of immune response, tumor microenvironment (TME) is
gradually produced, which is beneficial to angiogenesis and immunosuppression, and finally leads to immune escape of tumor

cells, leading to tumor formation. In this paper, the present situation of COPD complicated with lung cancer and the relation-

ship between abnormal immune response, especially Treg/Th17, and its occurrence and development are briefly reviewed.

[ Key words ] Chronic obstructive pulmonary disease; Lung neoplasms; Th17; Treg; immunization; Tumor micro-
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