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Research progress on detection indicators of early renal injury in liver cirrhosis

Chengxuan Dong, Jing Yang", Sha Wang, Qingqing Liu, Shaoshan Hu
The Second Affiliated Hospital of Kunming Medical University, Kunming, Yunnan

[ Abstract] The course of cirrhosis is accompanied by varying degrees of kidney injury, which may progress to
acute kidney injury or even hepatorenal syndrome if the kidney injury worsens. The prognosis of patients is very poor, and
the fatality rate is very high. Therefore, early monitoring of kidney damage in patients with cirrhosis is of great significance.
At present, the commonly used renal function detection indicators are of low value in the early diagnosis of kidney injury.
We need more sensitive indicators to determine whether patients with cirrhosis have kidney injury and reflect the degree
of kidney injury. We need more sensitive indicators to determine whether patients with cirrhosis have kidney injury and
the degree of kidney injury. This article reviews the research progress of early detection indexes of kidney injury which are
well recognized at home and abroad.
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