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Research on the establishment of an optimized prediction
model of short-term mortality in patients with liver cirrhosis and

hepatic encephalopathy based on NLR"
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(1. Department o f Infectious Diseases ;2. Department of Tuberculosis ;3. Laboratory of Infection

and Immunity A f filiated Hospital of Southwest Medical University , Luzhou ,Sichuan 646000,China)
[Abstract] Objective To analyze the risk factors for the prognosis of patients with liver cirrhosis and
hepatic encephalopathy (HE) ,and to establish an optimized model for predicting short-term mortality based
on the neutrophil/lymphocyte ratio (NLR). Methods The demographic and laboratory examination data of
patients with liver cirrhosis and HE in the hospital from January 2016 to November 2019 were collected. Lo-
gistic regression was used to analyze the risk factors of patients’ mortality within 30 days and then a prediction
model was established based on the statistically significant factors. At the same time,its performance of pre-
dicting patient’s mortality was compared with Child -Turcotte-Pugh (CTP) score,end-stage liver disease mod-
el (MELD) score,serum sodium and end-stage liver disease model combined formula (MELD-Na) score. Re-
sults A total of 214 patients with liver cirrhosis and HE were included,of which 72 were in the death group.
The prediction model was established: NINGH =8.417+0. 06 X NLR—0. 070 X GLB(g/L) —1. 062X HDL-L
(mmol/L) —0.064 X Na' (mmol/L) -+ 1. 004 X INR. Its receiver operating characteristic (ROC) area under
the curve (AUC) for predicting short-term mortality in patients with liver cirrhosis and HE was 0. 855, which
was significantly higher than that of CTP score, MELD score (P <C0. 05),but there was no statistically signifi-
cant difference between MELD-Na score and NINGH. Conclusion Compared with the CTP score, MELD score,
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the prediction model NINGH established based on the NLR performed a better predictive value for the short-

term mortality of patients with liver cirrhosis and HE.
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