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W AR 30 ], f X MR ZH 30 M), ML 4L AR E AN . W SR G W EE SO (RT-PCR) A&l
A (PBMC) o1 miR-155 MR KK BEHR e W 0 (ELISA) J7 A6 i i g R 28
HF a (TNF-a). HAEAE 6 (IL-6). IL-1B8. IL-17 40 B 7K 5 /M 4 4l 365 bn 2 18] (9 40 2%
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[Abstract] Objective To study the expression level of miR-155 in patients with chronic
obstructive pulmonary disease (COPD) and its correlation with inflammatory cytokines. Methods
Thirty patients with stable COPD who were admitted to the respiratory department of our hospital
from June 2017 to June 2018 were enrolled. 30 patients with acute exacerbations of COPD were
hospitalized (AECOPD group), 30 patients with severe smoking, and 30 healthy controls. Peripheral
blood of each group was taken out, and the expression level of miR-155 in PBMC of mononuclear
cells was detected by reverse transcription-polmerase chain reaction (RT-PCR). The levels of tumor
necrosis factor a (TNF-a), interleukin 6 (IL-6), IL-18 and IL-17 cytokines were detected by
ELISA. Analyze the correlation between the various groups of indicators. Results The expression
of miR-155 was the highest in the AECOPD group, followed by the COPD stable group. The
expression in the severe smoking group was less, and the healthy control group had the least
expression. Correlation analysis between miR-155 and the expression of the above inflammatory
factors showed that miR-155 was positively correlated with the above indicators (r = 0.971,
0.949,0.963,0.975), and was statistically significant ( P <<0.01). Conclusions miR-155 may be
involved in the inflammatory response of COPD and promote the development of COPD. The specific
pathways and mechanisms need further study.
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