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Analysis of phenotype and clinical characteristics of peripheral blood eosinophil in patients with
chronic obstructive pulmonary disease in stable stage Zhang Xichun,Liv Xiaofang,Bai Peng, Li
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[ Abstract] Objective To explore the phenotype of peripheral blood eosinophils ( EOS) in
patients with chronic obstructive pulmonary disease( COPD) in stable stage and its clinical characteristics.
Methods A total of 227 patients with COPD in stable stage were included. According to peripheral blood
EOS count, they were divided into high EOS group ( EOS count=300/pl,37 cases) , medium EOS group
(100/ Il <EOS count < 300/ul,74 cases) and low EOS group(EOS count <100/ ul,166 cases). General
clinical data,laboratory test results,blood gas analysis results,lung function test results and exhaled nitric
oxide (FeNO) level were collected and compared in groups. Multiple linear regression analysis was used to
evaluate the factors associated with EOS count in patients with COPD in stable stage. Results In high
EOS group,age,COPD acute exacerbation times in the past 1 year, proportion of patients with male and
COPD C group and FeNO level were significantly higher than that in medium EOS group and low EOS
group,and the smoking index were significantly lower than those in medium EOS group and low EOS
group ; In high EOS group and medium EOS group, the proportion of patients with regular use of inhaled
corticosteroid (ICS) in the past 1 year were significantly higher than those in low EOS group, the levels of
D-dimer and fibrinogen were significantly lower than those in low EOS group (P <0.05). Multiple linear
regression analysis results showed that age, sex, smoking index, D-dimer and FeNO were correlated with
EOS count in patients with COPD in satble stage( P <0.05). Conclusion Patients with high EOS and
COPD in stable stage have a high proportion of men, older age, low smoking index, prone to acute
exacerbation and high use rate of ICS. FeNO as an indicator of eosinophil inflammation has certain
significance in monitoring the inflammatory level of patients with high EOS and COPD in stable stage.

[Key words] Chronic obstructive pulmonary disease;  FEosinophil;  Phenotype;  Fractional
exhaled nitric oxide; Clinical characteristics
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