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Abstract Objective: To study the relationship between serum miR-181a and inflammatory cytokines in stable
chronic obstructive pulmonary disease(COPD) patients and its predictive value for acute exacerbation and death.
Method: One hundred and twenty stable COPD patients admitted in our hospital from September 2016 to June
2018 were selected as the stable COPD group. and 80 healthy volunteers with matched general data were selected
as the control group. The expression of miR-181a and the contents of inflammatory cytokines(TNF-a, 1L.-6, IL-
8) were measured. ROC curve was used to analyze the predictive value of miR-181a for acute exacerbation and
death, and Kaplan-Meier curve was used to analyze the difference of acute exacerbation and death between patients
with low and high expression of miR-181a. Result: The expression of miR-181a in the stable COPD group was
significantly lower than that in the control group, and the contents of TNF-a, 1L.-6 and IL-8 in the stable COPD
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group were significantly higher than that in the control group(P <C0. 05); the expression of miR-181a in the stable

COPD group was negatively correlated with the contents of TNF-a, 1L.-6 and I1.-8, and the correlation coefficients

were-0. 726, -0. 413 and-0. 323, respectively(P<C0. 05); compared with patients with high expression of miR-181

in the stable COPD group. the median time of the first acute exacerbation and the median time of survival of pa-

tients with low expression of miR-181 were significantly shorter(P<C0. 05) ; the best cut-off point of miR-181a for

predicting the acute exacerbation of stable COPD patients was 0. 575, and the best cut-off point for predicting the

death was 0. 480. Conclusion: The decrease of serum miR-181a in stable COPD patients is related to the increase

of the release of inflammatory factors, and has a certain predictive value for acute exacerbation and death.
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