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13.107, 9.404) , COPD % fn 7% Del-1 7K F 4 386.87 = 42.34pg/ml, & T+ B 4045 512.63 +60.21pg/ml (=13.343) , %
FEA%TFEL (3 P<0.05); ZMimEmey i CRP, IL-13 & NLR K-F34 3 T4#2 4 (=4.170, 5292, 5919) ,
&bk E e i Del-1 K-F % 347.64+40.69 pg/ml, & THaE 4 (4242344831 pg/ml) (1=7.746) , Z5F LA %t
F &L (¥ P<0.05) , % Pearson 547 %7, COPD &) fnik Del-1 K-F 15 fik CRP, IL-1B3, NLR KP4 2 fi48%
(r=—0.534, —0.587, —0.612, ¥ P<0.05) ; % ROC #7277, s Del-1 %% COPD % F 2. M v & 69 TN M54 &,
W& T @A (95%CI) 4 0.886 (0.812 ~ 0.960) , JR & & # 14 380.65 pg/ml B, #rk B Fodk 7 5 H1 A 82.50%,
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Study on the Correlation between the Expression Level of Serum
Developmental Endothelial Locus-1 and Inflammatory Response and Disease
Severity in Patients with Chronic Obstructive Pulmonary Disease

WANG Jun, HUANG Changming, WU Xia, ZHANG Ran ( Respiratory and Critical Care Medicine, Huai’an
Fifth People’s Hospital, Jiangsu Huai’an 223300, China )

Abstract: Objective To explore the relationship between developmental endothelial locus-1 (Del-1) and inflammatory response
and disease severity in patients with chronic obstructive pulmonary disease (COPD). Method 82 COPD patients admitted to
Huai’an Fifth People’s Hospital from January 2023 to July 2023 were selected as the COPD group. Among them, 40 patients with
acute exacerbation were included in the acute exacerbation group, and 42 patients in the stable phase were included in the stable
group. Another 40 healthy volunteers who underwent physical examinations during the same period were selected as the control
group. The levels of serum Del-1, C-reactive protein (CRP),interleukin-1 3 (IL-1 ) and neutrophil to lymphocyte ratio (NLR) in
all study subjects were detected. Pearson’s method was used to analyze the correlation between serum Del-1 and inflammatory
markers. The predictive value of serum Del-1 for acute exacerbation in COPD patients was analyzed using receiver operating
characteristic (ROC) curves. Result The serum CRP, IL-1 3 and NLR levels in the COPD group were higher than those in the
control group (==12.047, 13.107, 9.404), the serum Del-1 level in the COPD group was 386.87 + 42.34 pg/ml, lower than that
in the control group 512.63 + 60.21 pg/ml (=13.343), and the differences were statistically significant (all £<0.05). The serum
CRP, IL-1 B and NLR levels in the acute exacerbation group were higher than those in the stable group (=4.170, 5.292, 5.919),
the serum Del-1 level in the acute exacerbation group was 347.64 + 40.69 pg/ml, lower than that in the stable group
424.23 +48.31 pg/ml (+=7.746), and the differences were statistically significant (all P<0.05). Pearson analysis showed that the
serum Del-1 level in COPD patients were negatively correlated with serum CRP, IL-1 3 and NLR levels (r=—0.534, —0.587, —0.612,
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all P <0.05). ROC analysis showed that serum Del-1 had a high predictive value for acute exacerbation in COPD patients, with
an AUC(95% CI) of 0.886 (0.812 ~ 0.960). When the optimal cutoff value was 380.65 pg/ml, the sensitivity and specificity were

82.50% and 85.00%, respectively. Conclusion Serum Del-1 is low expression in COPD patients and is ngeatively correlated with

their inflammatory response and disease severity, it is expected to become a new biomarker for predicting the risk of acute

exacerbation of COPD.
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Del-1 ( pg/ml) 512.63 % 60.21 386.87 £ 42.34 13.343 < 0.001
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PREAEH (kg/m®) 2262285 22.80+291 0.283 0.778
CRP (mg/L) 19.43 +5.94 14.37£5.03 4170 <0001
IL-18 (ngl) 8.02+226 5.54+198 5292 <0001
NLR 5601 +1.94 321%1.73 5919 <0001
Del-1 ( pg/ml) 347.64 + 40.69 424.23 £ 4831 7.746 <0001
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