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Abstract: Objective To analyze the effects of budigafol on serum levels of chemokine ligands CXCL1,CX-
CL2,CXCL3 and CXCLS8 in patients with chronic obstructive pulmonary disease (COPD). Methods A total
of 213 COPD patients treated at the hospital from April 2023 and January 2025 were selected as study sub-
jects. They were divided into a control group (n =106) and an observation group (n =107) according to the
random odd-even case number method. Both groups received routine treatment,and the observation group was
given budigafol inhalation therapy on this basis. Both groups were treated continuously for one month. The
clinical efficacy,as well as the levels of chemokines (CXCL1,CXCL2,CXCL3,CXCL8), pulmonary function
[forced expiratory volume in one second (FEV,),FEV, /forced vital capacity (FVC) ratio, residual volume
(RV), peak expiratory flow (PEF)], T-lymphocyte subsets (CD3" ,CD4" ,CD4" /CD8" ), and inflammatory
factors [ interleukin-6 (IL-6),C reactive protein (CRP),interferon-y (IFN-Y),tumor necrosis factor-a (TNF-
o) | before and after treatment, were compared between the two groups. The occurrence of adverse reactions
during the treatment process was recorded for both groups. Results After treatment, levels of CXCL1,CX-
CL2,CXCL3,CXCL8,CD3" ,CD4" ,1L.-6, CRP,IFN-v, TNF-« and RV in both groups were lower than those
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before treatment,while the levels of FEV,,FEV,/FVC,PEF and CD4" /CD8" ratio were higher than those
before treatment,with statistically significant differences (P <C0. 05). After treatment, the levels of CXCL1,
CXCL2,CXCL3,CXCL8,CD3" ,CD4 ™ ,1L.-6 ,CRP,IFN-Y, TNF-a and RV in the observation group were lower
than those in the control group,while the levels of FEV, ,FEV,/FVC,PEF and CD4" /CD8" ratio were higher
than those in the control group.with statistically significant differences(P<C0. 05). The apparent efficacy rate
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in the observation group (39. 25%) was significantly higher than that in the control group (25.47%), with
statistically significant difference (P<C0. 05). There was no significant difference in the occurrence of adverse
reactions between the two groups (P >>0. 05). Conclusion Budigafol inhalation therapy can effectively reduces
serum levels of chemokines such as CXCL1,CXCL2,CXCL3 and CXCL8 in COPD patients,improve pulmona-

ry function, modulate immune function and alleviate systemic inflammatory responses, with good safety in

clinical application.
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Serum levels of fibronectin-3,leukotriene B4 and myeloid differentiation factor 8§
in children with severe pneumonia complicated with acute respiratory
distress syndrome and their predictive value for survival outcome”
WANG Qianru' s ZHANG Ruonan' s XUE Jinling' ,GUAN Wei® ,YAN Zengjian',LI Meizuan'®
1. The Third DepartmentPediatrics;2.the Fifth Department of Pediatric,Shijiazhuang
Maternal and Child Health Hospital sShijiazhuang , Hebei 050000 ,China

Abstract: Objective To investigate the serum levels of Ficolin-3,leukotriene B4 (LTB4) and myeloid dif-
ferentiation factor 88 (MyD88) in children with severe pneumonia complicated with acute respiratory distress
syndrome (ARDS) and their predictive value for survival outcome. Methods A total of 120 children with se-
vere pneumonia complicated with ARDS admitted to the hospital from March 2020 to September 2022 were
prospectively selected as the case group,120 children with severe pneumonia without ARDS were selected as
the case control group,and 120 healthy children without pulmonary inflammation who underwent physical ex-
amination in the hospital during the same period were selected as the healthy control group. Enzyme-linked
immunosorbent Assay was applied to detect serum levels of Ficolin-3,L.TB4 and MyD88. The baseline data of

patients with severe pneumonia complicated with ARDS were collected. The children with severe pneumonia
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