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Role of chloride ions in the prognosis of patients with

decompensated cirrhosis
Meng Tian', Jing Ouyang',Hong Chang',Jin Yang',Min Liu’, Wang Yuping®,Chen Zhaofeng’
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[ Abstract] Objective : To investigate the prognostic value of serum chloride ion concentration in critically ill or clinically stable pa-
tients with decompensated cirrhosis. Methods : A retrospective study was conducted among the patients with decompensated cirrhosis
who attended the intensive care unit (ICU) and Department of Gastroenterology, The First Hospital of Lanzhou University, from Janu-
ary 2017 to January 2022, and the patients were divided into ICU cohort and Gastroenterology cohort. The outcome event for the ICU
cohort was in—hospital death. A logistic regression analysis was used to investigate the association between serum chloride levels and
ICU mortality rate; the receiver operating characteristic (ROC) curve was plotted and the area under the ROC curve (AUC) was calcu-
lated to assess the value of blood chloride level in predicting ICU mortality rate. The patients in the Gastroenterology cohort were fol-
lowed up with the outcome event of all-cause mortality rate, and the Cox regression analysis and the Kaplan—Meier analysis were used
to investigate the value of blood chloride level in predicting mortality rate. Results : In the ICU cohort, serum chloride ion was signifi-
cantly associated with in—hospital mortality in the ICU (odds ratio=0.934, 95%CI1=0.871-0.993, P=0.035) , and blood chlorine had an
AUC of 0.687 in predicting in—hospital mortality in the ICU. In the Gastroenterology cohort, serum chloride ion concentration was sig-
nificantly associated with mortality rate in the subgroup with a Child—Pugh score of <10 (hazard ratio=0.906,95%CI=0.822-0.997 , P=
0.043) , and hypochloremia was associated with a lower survival rate. Conclusion : Hypochloremia is associated with the increase in
mortality rate in patients with decompensated cirrhosis.
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- EASE 0 EE 0
HR(95%CI) PAE HR(95%CI) Pyl
AR 1.080(1.059~1.102) <0.001 1.074(1.053~1.095) <0.001
Child-Pugh -4 1.281(1.170~1.402) <0.001 1.197(1.034~1.388) 0.016
MELD 343 1.034(0.993~1.076) 0.110
cl 0.966(0.912~1.020) 0.215 0.918(0.840~1.003) 0.057
RS MAE 2.327(1.072~5.050) 0.033 0.613(0.193~1.948) 0.406
Na 0.917(0.868~0.968) 0.002 1.067(0.972~1.172) 0.175
Hb 0.987(0.980~0.994) <0.001 0.995(0.986~1.003) 0.229
cl 0.921(0.895-0.948) <0.001 0.946(0.895~0.999) 0.045
%6 HWFIEE Child-Pughif4 4 A<10F1>10 I 4H A Cox B YT 547
T PR T EASES N
HR(95%CI) PAE HR(95%CI) Py
AE
CTP<10 1.084(1.060~1.108) <0.001 1.069(1.046~1.092) <0.001
CTP=10 1.090(1.038~1.144) <0.001 1.111(1.047~1.179) <0.001
MELD #¥-43
CTP<10 1.028(0.972~1.089) 0.328
CTP=10 0.959(0.879~1.045) 0.339
cl
CTP<10 0.976(0.913~1.044) 0.482 0.906(0.822~0.997) 0.043
CTP=10 0.966(0.884~1.056) 0.446 0.905(0.754~1.087) 0.286
Na
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CTP=10 1.007(0.878~1.154) 0.926 1.260(0.956~1.660) 0.101
Hb
CTP<10 0.986(0.978~0.993) <0.001 0.991(0.981~1.001) 0.088
CTP=10 1.000(0.985~1.016) 0.960 0.988(0.966~1.012) 0.320
ALB
CTP<10 0.913(0.886~0.942) <0.001 0.914(0.873~0.957) <0.001
CTP=10 1.030(0.917~1.157) 0.617 1.042(0.838~1.295) 0.712
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