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Research advances in indicators for early diagnosis of liver cirrhosis complicated with acute kidney injury L/
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hai 200065, China

[ Abstract] Acute kidney injury( AKI) is one of the most common complications of decompensated cirrhosis,
and it primarily presents as a sharp decrease in glomerular filtration rate, rapid increase in serum creatinine ( SCr)
and urea nitrogen, water and sodium retention. At present, the sensitivity of SCr and urea nitrogen in clinical evalua-
tion of renal function is low and susceptible to non-renal factors. Therefore, the search for specific and sensitive early

diagnostic markers has been a research hot spot in recent years. This article summarizes the early detection indicators

of liver cirrhosis complicated with AKI in recent five years, and provides the basis for clinical diagnosis and treat-
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