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Toll - like Receptor 4 and Downstream Mediators of Inflammation Detection in the Clinical Application of Hospital Acquired Pneumonia.
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Abstract Objective To analyze toll — like receptor 4( TRL4) and downstream mediators of inflammation detection in hospital ac-
quired pneumonia( hospital acquired root, HAP) of clinical value. Methods  Thirty patients with HAP were divided into intervention
group and experimental group according to the random number method. The other 15 cases were selected physical examination as a control.
Three groups of patients were collected venous blood, of which the intervention group add 20 pg TRL4 mAb. Blood samples were wed to
determine the peripheral blood in patients with inflammatory factor levels, and total RNA of the nuclear cells in peripheral blood, was ex-
tralted to detect the expression of TLR4 mRNA | simultaneously gene sequencing and determine the genotype. Results The various inflam-
matory factors levels had no significant difference between groups of, but they were significantly higher than the control group, and the
difference was statistically significant, (P <0.05). Patients of the three groups with positive expression rate and relative expression had
significant differences( P <0.05). Positive expression rate and the relative expression of intervention group were significantly higher than
those of the experimental group and the control group, and experimental group was significantly higher than the control group( P <0.05).
Statistics showed that TLR — 4 positive rate and TNF alpha, IL - 1, IL - 6 and IL - 10 downstream inflammatory factor levels all had
positive correlation. Their determination coefficient were 0.732, 0.714, 0.695, 0.753(P =0.000). Conclusion Patients with hospital
acquired pneumonia in the peripheral blood TRL4 and downstream level had a significant positive correlation. Inflammatory mediators and
TRLA4 positive rate and level of inflammatory medium were higher than healthy people. The hospital acquired pneumonia in the clinical di-
agnosis and condition prediction is of great significance.
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