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Significance of interleukin 18 and kidney injury molecule 1 in serum and urine in early di-
agnosis of patients with acute kidney injury after coronary intervention
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(Department of Cardiology, the Second People’s Hospital of Pingdingshan, Pingdingshan 467000, China)

[Abstract] Objective:To investigate the value of interleukin 18 (IL-18) and urinary kidney injury molecule 1 (KIM-1) in blood and
urine in early diagnosis of acute kidney injury (AKI) after coronary intervention. Methods: A total of 243 eligible patients who under-
went coronary intervention were divided into the AKI group (48 cases) and the non-AKI group (195 cases) according to the diagnostic
criteria of AKI. Blood and urine samples were collected at different time points (0, 2, 4, 6, 8, 10, 12, 24, 48, and 72 h) after coronary
intervention, and then the concentrations of serum creatinine(SCr), IL-18 and KIM-1 in serum and urine were measured. Results: The
levels of SCr from 12 h to 72 h were higher than that of 0 h in the AKI group(all P<0.05). The levels of 1L-18 and KIM in serum and
urine were significantly higher than those of 0 h. IL-18 level reached peak at 2 h(blood) or 4 h(urine), and KIM-1 level reached peak
at 6 h  (blood) or 8 h (urine) (all P<0.05). Pearson correlation analysis showed the levels of 2 h-serum IL-18, 4 h-urine IL-18, 6
h-serum KIM-1 and 8 h-urine KIM-1 were positively correlated with that of SCr(24 h) (all P<0.05). The ROC analysis showed the lev-
els of IL-18 and KIM-1 in serum and urine had a good diagnostic efficiency. The joint detection had a higher AUC than single
marker detection. Conclusion: The joint detection of 2 h-serum [L-18, 4 h-urine 1L-18, 6 h-serum KIM-1 and 8 h-urine KIM-1 after
intervention had a better diagnostic performance than single marker detection, which may be an important reference for early diag-
nosis of AKIL.
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Table 1 Analysis of risk factors related to AKI

AKI 40 dE AKIT 4L ¥
Eig Py
E” (n=48)  (n=195)  {f
T (%) 66.5+8.6 45.8+6.2 4.995 0.036
BAE(n(%) ] 29(60.4) 107(54.9) 2.358 0.564
e 1L (A1) 23(47.9) 96(49.2) 1.466 0.602
B R 9 (191) 16(33.3)  71(36.4) 1.851 0.554
SCr(pwmol/L) 106.6x11.5 78.6x10.6 6.854 <0.001
H 2 A (g/L) 36.4+4.6 452454 4.891 0.042
Hh = (mmol/L)  1.84+0.25 1.78+0.28 1.564 0.687
JIE [ B (mmol/L) 436+0.18 4.55£0.20 1.684 0.602
I 53 (%) 58.849.3  65.6+82 2366 0.458
B NBRYE T
487453  553+64 1916 0.504
(mL/min)
1527 >200 mL
37(77.1)  43(22.1) 7.055 <0.001
[n(%)]

2.2 WL EAIE R AN SCr i ik
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5 FAE AKT 4% (P 34<0.05) ;AKT 41 & A
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Figure 1 Comparison of SCr in two groups
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Figure 2 Comparison of IL-18 and KIM-1 levels in two groups
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Table 2 Pearson correlation analysis of IL-18, KIM-1 of
blood and urine and 24 h-SCr in the AKI group

bR R 15 A3 1%k rfe P{d

IL-18 1. 2 h 48 0.867 <0.001
JR 4 h 48 0.880 <0.001

KIM-1 Ifi. 6 h 48 0.891 <0.001
JR 8 h 48 0.834 <0.001

FUA 350 10 2 R AR S (P 19<0.05, 3% 3, 1K13)
RIS i 0

O MEA ARG O IR YT 1Y — > BT %k (H
ARG I RAE SRR . AT s AKL &A%
H1.4%~195%, B#H—HRKEE R, WILER
15%~30%"°", H TOBER AL F ARG K ]
KOBERGE LR E B, XA —EBE L
M) ' 2 20 074 ot AR, 7 R A 4 R it (R

#£3 AKIEEZEEARFMm. R IL-18 # 1, /R KIM-1 ROC # £ 43> #7
Table 3 ROC curves of IL-18 and KIM-1 of plasma and urine in the AKI group

EisRan AUC P1{H 95%Cl LW FRL (ng/LL) B o 57

ARJG 2 hifi TL-18 0.889 <0.001 0.768~0.951 318.5 0.722 0.787
ARJ5F 4 h K IL-18 0.796 <0.001 0.695~0.853 201.1 0.676 0.762
ARJG 6 h i KIM-1 0.848 <0.001 0.846~0.944 442 0.664 0.755
AJ5 8 h IR KIM-1 0.722 <0.001 0.722~0.863 312.7 0.658 0.814
1 A 0.029 <0.001 0.884~0.956 — 0.831 0.812
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Figure 3 ROC curves of IL-18 and KIM-1 of plasma and
urine in the AKI group

U Kok v 2 0 Y R 2 M 2 B R RO DL TR
KARA HE 2 AKI 19 & 4=, Koyner S5 "VHFSY BR
AKT 2O EF ARG B —Fp o W &5, & H
SR TS H B SR E AR GRIER B A%
IEBRE DRSS AKT R B2 W ANGYY o 2,
H T im R EATS LA SCr 7E AKT /Y 32 2212 i K
i, BT ERRKERIARRHIEZ ., AFREIESE,
AKI AL #H R 24 h 19 SCr K P A g% 34 3 AKI
ZWibRHE, AN, SCr ik 2332 B4R M 259 &
FEA AR E Z R Z i sgm ™, Bk, R
I H SCr K2 M AKI S& 3 J5 17, 58 2 2 R HE
(1), ITAER A7 23 B A L SCr, IL-18 il KIM-1 fE
fi T L S i DR A R TR N

Y i 2 TL-18 FI4A M98 T- & M1 -1 (Caspase-1) 1Y
FEORIE, MBS A S, BNE LA
IL-18 AR e ib i £ | I8 Caspase-1 1% &
H 1L-18; KIM-1 fE 1E# B A4V R £k, HA] DL
FIRF 2B M B I B I R AR, HRA
B R e HE,

ABSEE S BT T O BB AR S I IR
TR, S5 R WORAE S 1ERA SCr R R K E AKT
PIFIDCfERE 2, T AE R P , AKT 4L iR E I K,
B A B 2f B HLREFRAR , X — S8 B 259 3 5
RS T 32 1T B 8 oy B A o M A0 5 1 7R )
AT DABE ZE /NG o B O e o R 4R 3 o A 1 Pl O
SR AN B T B A5 T AR IE S8 AT R 5] B
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