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The relationship between portal vein diameter and

acute kidney injury in cirrhosis patients
Wang Xu' > Zhang Wei' Wu Yonggui'
( 'Dept of Nephrology The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of Nephrology Anging Affiliated Hospital of Anhui Medical University Anging 246003)

Abstract Objective To explore the relationship between portal vein diameter ( PVD) and acute kidney injury
( AKT) in cirrhosis patients. Methods A total of 84 cirrhosis patients with AKI ( AKI group) and 60 cirrhosis pa—
tients without AKI ( the control group) were enrolled into this study the PVD level in groups was compared and its
correlation with AKI in cirrhosis was analyzed. Then AKI group was divided into the portal hypertension group ( PH
group PVD level =13 mm 53 patients) and non-portal hypertension group ( non-PH group PVD level <13 mm
31 patients) the physiological and biochemical indicators the progression of AKI and the 3-month mortality were
compared between the two groups. Results The PVD level of AKI group was significantly higher than that in con—
trol group( P <0. 05) . Multi-factor binary logistic regression analysis showed that the PVD level was closely related
to the incidence of AKI in cirrhosis patients after controlling the risk factors( OR =1.705 95% CI: 1.345 ~2. 154
P <0.001) . The ChildPugh score prothrombin time( PT) international normalized ratio( INR) and activated
partial thromboplastin time( APTT) of PH group were higher than those in the nonPH group( P <0. 05) . The mean
arterial pressure the total number of platelets( PLT) fibrinogen ( Fib) albumin ( ALB) cholinesterase serum so—
dium levels were lower than those in the nonPH group( P <0. 05) . The correlation analysis showed that the PVD
level was negatively correlated with the mean arterial pressure ALB cholinesterase and serum sodium in AKI group
( P <0.05) . The rate of AKI progression and the 3-month mortality in PH group were higher than those in non-PH
group( P <0. 05) . Conclusion PVD broaden may be an independent risk factor for AKI in cirrhosis and is close—
ly related to the progression of AKI during hospitalization and prognosis of patients.
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