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Correlation between serum levels of heparin binding protein, pentraxin-3 and chronic obstructive
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[ Abstract] Objective To investigate the correlation between the levels of serum heparin binding
protein (HBP), pentraxin-3 (PTX3) and chronic obstructive pulmonary disease (COPD) with pneumonia.
Method From March 2016 to March 2018, a total of 60 COPD patients (COPD group), 45 COPD patients
with pneumonia (COPD with pneumonia group) and 35 healthy people (control group) were selected in
Respiratory Department of Xiangyang Central Hospital. The levels of serum HBP and PTX3 were measured

by enzyme-linked immunosorbent assay, and the correlation between levels of HBP, PTX3 and COPD was
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analyzed by Spearman correlation analysis. Results The differences in smoking history, complications,
C-reactive protein (CRP), procalcitonin (PCT) and forced vital capacity rate of one second [FEV1/FVC(%)]
among the three groups were significantly different (all P < 0.05). The FEV1/FVC(%) and FVC of COPD
group and COPD with pneumonia group decreased significantly compared with control group; but the levels
of interleukin (IL-8), tumor necrosis factor-a (TNF-a)), CRP and PCT increased, with significant differences
(all P <0.05). Compared with COPD group, the levels of CRP [(68.9 + 3.5) mg/L vs. (45.1 + 1.67) mg/L] and
PCT [(28.98 + 5.9) pg/L vs. (18.34 £ 6.7) ng/L] decreased significantly (1 = 4.102, P = 0.035). The levels of
serum HBP and PTX3 in three groups were significanly different (¥ = 7.36, P = 0.003; F = 7.36, P = 0.003).
Compared with COPD with pneumonia group [HBP: (558.3 £ 19.4) pg/ml, PTX3: (7.9 £ 0.5) ng/L], the
levels of HBP [(372.0 + 22.0) pg/ml] and PTX3 [(5.9 + 0.3) ng/L] decreased significantly (¢t = 5.289, P =
0.21; =3.104, P =0.039). Serum HBP and PTX3 were negatively correlated with FEV1 predictive value and
FEV1/FVC(%), with significant differences (all P < 0.05); but were positively correlated with IL-8, TNF-a, CRP
and PCT (all P < 0.05). The ROC curves were constructed taken COPD with pneumonia group as positive
group and control group as negative group. The results showed that the sensitivity, specificity and positive
predictive value of HBP and PTX3 were significantly higher than those of CRP, PCT, IL-8 and TNF-a (all P <
0.05). Conclusions The serum levels of HBP and PTX3 could be used to diagnose the COPD patients with

pulmonary inflammation, with had important value in evaluating the condition and severity of COPD.
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