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Clinical prognosis and affecting factors of patients with liver cirrhosis complicated with acute renal
injury
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Abstract: Objective To investigate the clinical prognosis and affecting factors of patients with liver cirrhosis
complicated with acute renal injury (AKI). Methods Total of 55 liver cirrhosis patients complicated with
AKI in NO. 928 Hospital of PLA from January 2012 to November 2018 were enrolled. The age, gender,
body mass index (BMI), reason of liver cirrhosis, Child-Pugh grade, AKI stage, incidence of complications
(hypertension, diabetes mellitus, esophageal varices, upper gastrointestinal bleeding, ascites, infection and
hepatic encephalopathy), HBV DNA, alanine aminotransferase (ALT), aspartate aminotransferase (AST), serum
ammonia, serum sodium, prothrombin activity (PTA) and internal diameter of portal vein of the patients were
collected. Treatment methods including ascites drainage and vascular active drugs (terlipressin) were recorded.

Patients who died during hospitalization or within two months after discharge were classified as death group
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(22 cases), and the other patients were classified as survival group (33 cases). The above data of patients in
the two groups were compared. Multivariate Logistic regression analysis was used to analyze the independent
influencing factors of death. Results The average hospitalization time of patients was (19.2 + 8.9) days after
admission. In terms of clinical prognosis, 27 cases (49.1%) recovered from AKI, 2 cases (3.6%) remained
unchanged from AKI, and 26 cases (47.3%) had progression of AKI, including 22 patients (40.0%) died during
hospitalization or within 2 months after discharge. Age [(61.93 + 6.63) years old vs (57.38 + 8.26) years old],
incidence of upper gastrointestinal bleeding [31.8% (7/22) vs 9.1% (3/33) ], incidence of infection [77.3% (17/22) vs
45.5% (15/33)], incidence of hepatic encephalopathy [40.9% (9/22) vs 15.2% (5/33)], ALT [(105.39 + 35.59) U/L vs
(83.25 + 28.96) U/L], AST [(99.52 & 33.13) U/L vs (82.03 + 25.58) U/L] and serum ammonia [(69.95 + 20.21) pmol/L vs
(58.98 £ 18.26) umol/L] of patients in death group were significantly higher than those in survival group and PTA [(55.01 +
8.58)% vs (65.25 £ 10.63)%] of patients in death group was significantly lower than that in survival group
(all P << 0.05). There were statistically significant differences of Child-Pugh grade (grade A/grade B/grade C:
6 cases/5 cases/11 cases vs 9 cases/13 cases/11 cases) and AKI stage (stage 1/stage 2/stage 3: 6 cases/5 cases/11
cases vs 15 cases/10 cases/8 cases) between death group and survival group (P << 0.05). Multivariate Logistic
regression analysis result showed that Child-Pugh grade C (OR = 3.568, 95%CI: 1.082~11.771, P = 0.037), AKI
stage 3 (OR = 5.058, 95%CT: 1.398~18.296, P = 0.013) and infection (OR = 3.239, 95%CI: 1.141~9.189, P =
0.027) were independent risk factors for death of liver cirrhosis patients complicated with AKI, while elevated
PTA was an independent protective factor (OR = 0.813, 95%CI: 0.670~0.987, P = 0.037). Conclusions The
clinical prognosis of liver cirrhosis patients complicated with AKI is poor. Child-Pugh grade C, AKI stage 3 and

infection were independent risk factors for death, while elevated PTA was an independent protective factor.
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