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Abstract:Objective To analyze the relationship between serum VILIP-1 and Pannexinl and the recur-
rence of acute cerebral infarction,and to explore the mechanism of Toll-like receptor 4 (TLR4) /nuclear factor
kappa-kB(NF-kB) pathway. Methods A total of 184 patients with acute cerebral infarction admitted to the
hospital from January 2020 to January 2021 were selected as the observation group,according to the degree of
nerve function injury.the observation group was further divided into mild group (85 cases), moderate group
(64 cases) and severe group (35 cases). A total of 70 healthy physical examination subjects during the same
period were selected as the control group. According to the follow-up results after 1 year, the observation
group was divided into recurrence group and non-recurrence group. The serum VILIP-1, Pannexinl, TLR4,
myeloid differentiation factor 88(MyD88) and NF-kB levels were detected in all subjects. Point biserial corre-
lation analysis was used to analyze the correlation between serum VILIP-1,Pannexinl levels and the recur-

rence of acute cerebral infarction patients. Pearson correlation analysis was used to analyze the correlation be-
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tween serum VILIP-1,Pannexinl levels and TLLR4,MyD88,NF-kB levels in acute cerebral infarction patients.
The receiver operating characteristic (ROC) curve was used to analyze the predictive value of serum VILIP-1
and Pannexinl for the recurrence of acute cerebral infarction. Results There were significant differences in se-
rum VILIP-1 and Pannexinl levels among the mild group, moderate group and severe group (P <C0. 05),and
the severe group had the highest serum VILIP-1 and Pannexinl levels. Point biserial correlation analysis
showed that the levels of serum VILIP-1 and Pannexinl were positively correlated with the recurrence of acute
cerebral infarction (P<C0. 05). The serum VILIP-1 and Pannexinl levels in the recurrence group were signifi-
cantly higher than those in the non-recurrence group (P<C0. 05). ROC curve analysis showed that the area un-
der the curve of serum VILIP-1 and Pannexinl for predicting the recurrence of acute cerebral infarction was
greater than 0. 85,and the best cut-off values of VILIP-1 and Pannexinl for predicting the recurrence of pa-
tients were 8. 09 mg/mL and 5. 08 mg/mL respectively. There were significant differences in the serum levels
of TLR4,MyD88 and NF-kB among the mild group,moderate group and severe group (P<C0. 05),and the se-
vere group had the highest serum levels of TLR4, MyD88 and NF-«B. Pearson correlation analysis showed
that, the levels of TLLR4,MyD88 and NF-«kB were positively correlated with the levels of VILIP-1 and Pannex-
inl in acute cerebral infarction patients (P<C0. 05). Conclusion Serum VILIP-1 and Pannexinl are closely re-
lated to the recurrence of acute cerebral infarction,and have high predictive value for the recurrence of acute
cerebral infarction. TLR4/NF-kB pathway plays an important role in the onset and progression of acute cere-
bral infarction,and its mechanism may be closely related to the regulation of VILIP-1 and Pannexinl levels.
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Serum levels of CXCR4 and BDNF in children with bronchial asthma and their relationship
with airway inflammatory response and efficacy of glucocorticoids”
SI Yuan sWANG Liyang” sLIU Huan \WANG Yicong LI Huiling .YI Lanyun
The Second Department of Respiratory Medicine ,Beijing Children’s Hospital affiliated to
Capital Medical University Heilongjiang Hospital , Harbin , Heilongjiang 150001 ,China
Abstract: Objective To investigate the serum levels of C-X-C motif chemokine receptor 4 (CXCR4) and
brain-derived neurotrophic factor (BDNF) in children with bronchial asthma (BA) and their relationship with
airway inflammation and the efficacy of glucocorticoids. Methods A total of 146 children with BA admitted to
the hospital from January 2021 to December 2023 were selected as the BA group,and they were divided into
ineffective group and effective group according to the effect of glucocorticoid treatment for 3 months. Another
75 healthy children who underwent physical examination in the hospital were selected as the control group.
The levels of serum CXCR4,BDNF and airway inflammatory indicators including eosinophil (EOS) count and
fractional exhaled nitric oxide (FeNO) were detected in each group. Pearson correlation analysis was used to
analyze the correlation of serum CXCR4 and BDNF levels with EOS count and FeNO levels in BA children.
Multivariate Logistic regression was used to analyze the influencing factors of ineffective glucocorticoid treat-

ment in children with BA. The receiver operating characteristic (ROC) curve was used to analyze the predic-
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