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[ Abstract]
encephalopathy (SE). Methods

vere sepsis who were admitted to the Intensive Care Unit from Jan. 2014 to Nov. 2017. The patients were assigned to SE

Objective To investigate the characteristics of immune status in severe septic patients with septic

In the current retrospective study, we analyzed the clinical data of 86 patients with se-

(n=34) and non-SE (n=52) groups according to the occurrence of SE. T-lymphocyte subsets and natural killer (NK) cells,
representing the function of cell immune system, were assessed for their relationship with SE, and compared with other
clinical predictors and biomarkers. Results SE group had higher mortality than non-SE group (38.2% wvs 9.6%, P=
0.01). Univariate analysis indicated lower percentage of CD4" T-lymphocyte, lower CD4'/CDS8" ratio, and greater per-
centage of NK in the SE group compared with the non-SE group: CD4 " T-lymphocyte (51.67+7.12)% wvs (960.72+
3.70)%, CD4'/CD8" ratio (1.59+0.32) vs (1.85£0.26), NK (11.80+1.44) vs (9.19+2.36). The percentage of CD4" T-lym-
phocyte, CD4/CD8" ratio, and the percentage of NK cell showed a strong correlation respectively with APACHE I
scores (r=—0.854, -0.824, 0.816, P<0.01; respectively), SOFA scores (r=—0.878, -0.853, 0.871, P<0.01; respectively),
neuron-specific enolase (NSE) level (=-0.738,-0.872, 0.683, P<0.01; respectively) and S-100B protein level
(r==0.696, -0.719, 0.795, P<0.01; respectively). Conclusion

tients with severe sepsis. Immune imbalance is an important characteristic in patients with septic encephalopathy.

Septic encephalopathy implies higher mortality in pa-

[Key words] Septic encephalopathy; Immune imbalance; Severe sepsis; CD4" T-lymphocytes; Natural killer cell
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