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Abstract: Objective To investigate whether celecoxib combined with chemotherapy can reduce systemic
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inflammatory response in patients with advanced non-small cell lung cancer (NSCLC) combined with chronic
obstructive pulmonary disease (COPD), and to explore the possible mechanism. Methods Forty-five patients with
stage IIIB to IV NSCLC complicated with COPD were enrolled and divided into conventional dose celecoxib group
(15 patients, celecoxib 200mg/Bid d1-5 combined chemotherapy), low-dose celecoxib group (15 patients, celecoxib
200 mg/Qd d1-d5 combined chemotherapy), and chemotherapy group (15 patients, Chemotherapy alone). The usual
treatment regimen for COPD patients remains unchanged. The efficacy was evaluated according to RECIST 1.1
standards, and the toxic and side effects of chemotherapy were evaluated by CTCAE version 4.03. Appropriate
amounts of peripheral blood were extracted from all patients before treatment and 4 cycles after treatment, and the
levels of IL-6 and TNF-a in peripheral blood supernatant of each group were detected by Elisa. The expression of
key proteins (p-Akt and t-Akt) in PI3K/Akt pathway in peripheral blood cells was detected by Westerm blotting The
lung function of patients was detected before and after 4 cycles of treatment, and statistical analysis was performed
by SPSS 22.0. Results All patients successfully completed 4 cycles of treatment, and the clinical evaluation was
effective. There were no changes in lung function (FEV,, FEV %pred, FEV /FVC) in the three groups before and
after treatment. The levels of IL-6 and TNF- a in celecoxib group were significantly lower than those in
chemotherapy group after 4 cycles of treatment, and there was no difference between low-dose group and
conventional dose group (P > 0.05). After 4 cycles of treatment, the expression level of p-Akt protein in peripheral
blood cells of celecoxib group was significantly lower than that of chemotherapy group, and there was no difference
between the low-dose group and the conventional dose group. There was no statistical significance in Akt protein
expression before and after treatment among all groups (P > 0.05). Conclusions Celecoxib combined with
chemotherapy alleviates systemic inflammatory response in advanced NSCLC patients with COPD by inhibiting
PI3K/Akt pathway activity, without increasing adverse drug reactions, and has no significant effect on lung function.
There is no significant difference between low-dose celecoxib and conventional dose celecoxib.
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