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Correlation between peripheral blood toll-like receptor 4/nuclear factor-xB signaling pathway
factors and the risk of poor prognosis in patients with pulmonary infection caused by extended-
spectrum (-lactamase-producing Klebsiella pneumoniae Sun Wenfei* , Feng Yuehua, Zang
Yuanyuan , Yuan Zhenxing. * Department of Laboratory, People’ s Hospital of Langfang City, Langfang
065000, China

[ Abstract] Objective A total of 135 patients with ESBL-Kp pulmonary infection were divided
into good prognosis group and poor prognosis group based on the prognosis after 28 days treatment. Baseline
data and laboratory test indicators of the two groups were compared. Pearson correlation analysis and partial
correlation coefficient analysis were used to analyze the correlation,and the receiver operating characteristic
(ROC) curve was used to analyze the predictive value. Results The proportion of patients with liver and
kidney dysfunction,the score of the clinical pulmonary infection score( CPIS) and the score of the Acute
Physiology and Chronic Health Evaluation II (APACHE I ) in poor prognosis group were all higher than
those in good prognosis group( P <0.05). The relative expression levels of TLR4 mRNA, NF-kB mRNA
and TLR4 protein,NF-kB protein in peripheral blood mononuclear cells(PBMC) of poor prognosis group
were all higher than those in good prognosis group (P <0.05). Pearson correlation analysis showed that
the relative expression levels of TLR4 mRNA ,NF-kB mRNA and TLR4 protein, NF-kB protein in PBMC
were positively correlated with CPIS and APACHE II scores(P <0.05). Partial correlation analysis showed
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that the relative expression levels of TLR4 mRNA, NF-kB mRNA and TLR4 protein, NF-kB protein in
PBMC were significantly correlated with the risk of poor prognosis in patients with ESBL-Kp pulmonary
infection( P <0.05). ROC curve analysis showed that the relative expression levels of TLR4 mRNA ,NF-kB
mRNA and TLR4 protein,NF-kB protein in PBMC had high predictive value for the risk of poor prognosis in
patients with ESBL-Kp pulmonary infection,and the combination of TLR4 mRNA ,NF-kB mRNA and TLR4
protein , NF - kB protein in PBMC could significantly improve the predictive value ( P < 0. 05 ) . Conclusion
The relative expression levels of TLR4 mRNA,NF-kB mRNA and TLR4 protein, NF-kB protein in PBMC
are all correlated with the severity of ESBL-Kp pulmonary infection in patients and have certain predictive
value for the risk of poor prognosis. They can be used as auxiliary indicators for clinical assessment of the
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condition and prognosis prediction, and can guide clinical prevention and treatment.
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