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Predictive value of urine concentration of KIM-1 and L-FABP for acute renal injury in sepsis patients
FENG Yang, WU Jun-jun, ZHANG Chao™. Shanghai Nanxiang Hospital, Shanghai 201802, China

Abstract Objective: To evaluate the prognostic value of urine concentration of kidney injury molecule-1 (KIM-1) and

GAO Jie,

liver-type fatty acid binding protein (L-FABP) in sepsis-induced acute renal injury ( AKI). Methods: Clinical data of 117 sep-
sis patients were collected, and according to the occurrence of AKI, they were divided into non-AKI group (76 cases) and AKI
group (41 cases). Urine concentration of KIM-1 and L-FABP were analyzed by enzyme linked immune sorbent assay
(ELISA). The changes of urine KIM-1 and L-FABP concentration and their predictive value for sepsis-induced AKI were eval-
uated by receiver operating characteristic (ROC) curve and area under curve (AUC). Results: The urine KIM-1 concentration
in sepsis patients with AKI was significantly higher at —24 h, 0, 24 h and 48 h than that in non-AKI group (all P <0.05).
The ROC curves of KIM-1, L-FABP at —24 h before the onset of AKI in sepsis patients and their combined detection were ana-
lyzed. The results showed that AUC was 0.792, 0.781 and 0. 818, respectively (P <0.05). When KIM-1 cut-off >21.00 ng/
L was taken, the sensitivity and specificity were 0. 8780 and 0. 6447 respectively. When L-FABP cut-off >14.00 ng/L, the
sensitivity and specificity were 0. 7317 and 0. 7368 respectively. The prediction model of KIM-1 combined with L-FABP was es-
tablished. When cut-off >0.2239, the sensitivity and specificity were 0. 8780 and 0. 6711 respectively. Conclusion: Urine
KIM-1 and L-FABP can be detected 24 h before the onset of AKI in sepsis, which is helpful for the prediction of AKI in sepsis.
Combined detection is more valuable than single detection.
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