B2l 2016 4R 10 1 %545 % 45 10 3] °1Ee

ACLF 83k AKI £ & p ;5 persepsin 7K J¢
REZEMERR

& B R MR LA T

W OE H/ HiPItk 2 B4 (acute kidney injury, AKT) 912 i & M i 32 % (acute — on — chronic liver failure, ACLF) i
Bl T CDL4 T A  persepsin) 2 UK -0 B HT T AKL BIREOGHI, 3% 9 A 2011 4 2 J1 ~2015 46 6 ] {6 %4 I
B2iA 77 1 HBY 4136 ACLF # % 300 01 R4 /2 7 36 % AKI 48 AKI41(n = 141) & JE AKI(non — AKD) 41 (n = 159) . 1 # £ B2t
i B R A AR R LT persepsin K IEHD % C(cystatin C, Cys — C) KT, 4107 persepsin 5 4 3 45 b 10 46 5 4 ROC fl
253 BT persepsin 27 ACLF & AKI iU GE., &R AKI 4 persepsin 7K - (670. 74 +459. 41pg/ml) & 2 & F non — AKI 41
(238.42 £191.70pg/ml) , 2% %A Gi 225 X (P =0.000) . A [ AKI 433 persepsin 85 % KK H: AKI -3 ] > AKI -2 3 >
AKI -1 3], AKI 4 8 3% IfiL 7 persepsin 5 eGFR(r= -0.621,P =0.000) &£ @& A1, 5 TBIL(r=0.192,P =0.022) \WBC(r =
0.260,P =0.002) .sCr(r=0.568,P =0.000) .Cys - C(r=0.575,P =0.000) & MELD ¥4+ (r =0.272,P =0.000) i iE Al X . per-
sepsin Fl T2 W ACLF 3 & AKI () AUC &y 0. 836 (95% CI:0. 787 ~ 0. 885) , persepsin B & Cys - C 1 AUC 4 0. 858 (95% CI.:
0.813 ~0.903) , £5if persepsin K- 7] [zt ACLF % Jf % AKI I 1B DR % " R, 5 Cys - C B I BA RAFAY AKI
LIRE .

XER MBmatEiFER SEESO persepsin dEH MR C 2Mr

PESES RS XEARIRAG A DOI 10.11969/j. issn. 1673-548X.2016. 10. 027

Serum Persepsin Protein Level in AKI Patients with ACLF and Its Clinical Diagnostic Value. Xiong Zhiyuan, Fan Ping, Chen Shixiang
et al. Department of Infectious and Hepatology Disease, The 113 Hospital of PLA, Zhejiang 315040, China

Abstract Objective To investigate serum soluble CD14 subtype ( persepsin) protein level and its clinical diagnostic value in a-
cute kidney injury ( AKI) patients with acute — on — chronic liver failure (ACLF). Methods A total of 300 patients with HBV related
ACLF from February 2011 to June 2015 in our hospital were enrolled retrospectively, then they were divided into AKI group (n =141)
and non — AKI group (n =159). The general information and laboratory parameters were recorded, and the serum persepsin and cystatin
C (Cys — C) levels were tested. The correlations between persepsin and parameters were analyzed, and diagnostic efficiency of persepsin
for AKI in patients with ACLF was calculated by ROC curve. Results The level of persepsin in AKI group (670.74 +459.41pg/ml)
was significantly higher than non — AKI group (238.42 +191.70pg/ml) (P =0.000) , and the levels of cpersepsin in different AKI stages
were from high to low in order as AKI -3 > AKI -2 > AKI — 1. The Persepsin levels were significantly negatively correlated with eGFR
(r=-0.480, P=0.000), and positively with TBIL (r=0.192, P =0.022), WBC (r=0.260, P=0.002), sCr (r=0.568, P =
0.000), Cys-C (r=0.575, P=0.000) and MELD score (r=0.272, P =0.000). AUC of Persepsin used for the diagnosis of AKI in
patients with ACLF was 0.836 (95% CI. 0.787 - 0.885), and the AUC of persepsin combined with Cys — C was 0.858 (95% CI. 0.813
—0.903). Conclusion Persepsin level reflects the severity of renal damage of AKI in patients with ACLF, and it can be used to im-
prove the diagnosis of AKI combined with Cys - C.
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