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Clinical significance of peripheral blood eosinophils on acute
exacerbation in patients with asthma-COPD overlap*

Hu Liu', Yi-ping Chen', He Zhu’, Jing Wang®, Ke Wu’, Li-min Zhao’
(1. Graduate School, Jinzhou Medical University, Jinzhou, Liaoning 121001, China; 2. Department of
Respiratory and Critical Care Medicine, Henan Provincial People’s Hospital,
Zhengzhou, Henan 450003, China)

Abstract: Objective To investigate the relationship between the level of eosinophils (EOS) in peripheral blood
and the risk of acute exacerbation in patients with asthma-COPD overlap (ACO). Methods A total of 52 in-patients
with ACO admitted in the Henan Provincial People’s Hospital during December 2016 to September 2018 were
retrospectively collected and analyzed. They were divided into two groups according to peripheral blood eosinophilic
percentage (EOS%): elevated eosinophil group (EOS% > 2%, n = 22), and normal eosinophil group (EOS% < 2%,

n = 30). The baseline data, lung function, blood routine, C-reactive protein levels (CRP), induced sputum eosinophilic
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percentage, duration of hospital stay, frequency and interval time of acute exacerbation were recorded. Results

The eosinophil count, leukocyte count, CRP in peripheral blood and induced sputum eosinophilic percentage in

elevated group were higher significantly than those in normal group (P < 0.05). Compared with normal group,

patients in elevated group experienced decreased levels of one second forced expiratory volume occupying force

vital capacity ratio (FEV,/FVC) and one second forced expiratory volume as a percentage of the expected value

(FEV %) (P < 0.05). Frequency of onset of acute exacerbation and duration of hospital stay was increased while

interval time of acute exacerbation was decreased significantly (P < 0.05) in elevated group when compared

with those in normal group. Peripheral blood percentage of eosinophilic and eosinophilic account was positively

correlated with the frequency of acute exacerbation (» = 0.706, P = 0.000) while negatively correlated with the

interval time of acute exacerbation (r = -0.636, P = 0.000). Conclusions The level of eosinophils in peripheral

blood may be an independent risk factor of acute exacerbation in ACO.
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