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[ Abstract ] Objective  To observe the change of IL-18, NGAL and cystatin C of respiratory failure patients
complicated with acute kidney injury, to explore the clinical significance. Methods A total of 147 patients with respiratory
failure were selected in the First Affiliated Hospital of Xinjiang Medical University from February to September in 2015, and they
were divided into A group (did not complicated with acute kidney injury, n=86) and B group (complicated with acute kidney
injury, n=61) according to the complication of acute kidney injury. IL-18, NGAL, cystatin C, Ser, BUN, eGFR and

urinary protein excretion were compared between the two groups and in patients with different stages of actcte kidney injury.
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Results 1L-18, NGAL, cystatin C, Scr, BUN and urinary protein excretion of B group were statistically significantly higher
than those of A group, while eGFR of B group was statistically significantly lower than that of A group (P <0.05). IL-18,
NGAL, cystatin C, Ser, BUN and urinary protein excretion of respiratory failure patients with 3 — stage, 2 — stage acute kidney
injury were statistically significantly higher than those of respiratory failure patients with 1 — stage acute kidney injury, while
eGFR of respiratory failure patients with 3 — stage, 2 — stage acute kidney injury was statistically significantly lower than that of
respiratory failure patients with 1 — stage acute kidney injury, respectively (P <0.05); IL-18, NGAL, cystatin C, Scr, BUN
and urinary protein excretion of respiratory failure patients with 3 — stage acute kidney injury were statistically significantly higher
than those of respiratory failure patients with 2 — stage acute kidney injury, while eGFR of respiratory failure patients with 3 —
stage acute kidney injury was statistically significantly lower than that of respiratory failure patients with 2 — stage acute kidney
injury (P <0.05). The AUC of IL-18 in predicting acute kidney injury was 0.850 (95% CI (0.514, 0.927)), when IL-8
was 95.3 pwg/kg, the sensitivity was 83.02% , the specificity was 88. 46% , the diagnostic index was 1. 772; the AUC of NGAL
in predicting acute kidney injury was 0. 835 [95% CI (0.446, 0.896)]), when NGAL was 51.3 pg/kg, the sensitivity was
80. 14% , the specificity was 84. 77% , the diagnostic index was 1. 649; the AUC of cystatin C in predicting acute kidney injury
was 0.900 (95% CI (0.583, 0.951) ), when cystatin C was 1.8 mg/L, the sensitivity was 88.92% , the specificity was
91.04% , the diagnostic index was 11.800. Conclusion IL-18, NGAL and cystatin C of respiratory failure patients

complicated with acute kidney injury are significantly elevated, is helpful to predict the occurrence of acute kidney injury, to
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guide the clinical diagnosis and treatment, eventually improve the prognosis of patients.
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NGAL /K. Cys-C7K¥. Ser 7K., BUN /K., JREH
T AKI2 ], eGFR Ik T AKI 2 H], R A 51T
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TR 0.850 [95% CI (0.514, 0.927) ), MIL-18%
95.3 pe/kg M LR BT Hy 83.02% , F55HFE N 88.46% ,
ZWHRECH 1. 772; NGAL U i % 2 v £ 3 AKT [ il
28R i FLh 0.835 (95% CI (0.446, 0.896)), 4
NGAL Jy 51. 3 pg/kg W H R BN 80. 14% , FE5H N
84.77% , ZWiHE N 1. 6495 Cys-C T W W 58 vy 512 %
AKI B2 F AL 0.900 (95% €I (0.583, 0.951) ],
MCys-CHy 1.8 mg/L Bf R G Hy 88.92% , 45 FFE Ny
91.04% , W%k 11.800, WA 1,
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0.8] Cys—C
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Lt
M 1L-8
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0.2 SHEE
0 T T T T T
0 0.2 0.4 0.6 0.8 1.0

1-Fe5 i
TE: IL-18 = AR 18, NGAL = P Er 2 i B I g AR 5 Bz 24
HH, Cys-C=MEM= C
B 1 IL-18, NGAL, Cys-CHiJl i zEu 5 AKI ) ROC £k
Figure I ROC curve for IL-18, NGAL and Cys-C in predicting AKI in

patients with respiratory failure

F1 WHLEHF IL-18 JKF- . NGAL K-, Cys-CIKF-. Ser /KF-. BUN K-, eGFR, JREEFIELE (% =)
Table I Comparison of IL-18, NGAL, Cys-C, Scr, BUN, eGFR and urinary protein excretion between the two groups

151 %K 1L-18 NGAL Cys-C Ser BUN eGFR[ml - miﬁn’1 . JRE M=
(pg’kg) (pg’kg) (mg/L) (pmol/L) (mmol/L) (1.73m?>) 1) (g/24 h)
A2 86 63.9 £12.8 35.7+ 9.8 0.8+0.2 63 +16 8.3+3.0 114.3 £20. 8 4.4£2.0
B4 61 185.8 +£30. 8 108.3 +£15.7 4.3+1.0 290 +41 28.1+4.8 39.4+£10.4 6.6+2.7
t{H 32.959 22.047 47.096 37.196 38. 862 29. 851 5. 602
P1E <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

T 118 = HAh &K 18, NGAL = ki 40 s W e AR S IR Bz B 1, Cys-C = B & C, Ser = MJLAF, BUN = JREA, eCFR = {55/ ek

£ 2 AR AKI /3 HASE#H IL-18 K-, NGAL /K, Cys-CIKF, Ser /K-, BUN /K-, eGFR, JREH =K (% £s)
Table 2 Comparison of IL-18, NGAL, Cys-C, Ser, BUN, eGFR and urinary protein excretion among respiratory failure patients with different stages of AKI

251 %K 1L-18 NGAL Cys-C Ser BUN eGFR[ml - mi}]’l . JREH R
(pg'kg) (pg/kg) (mg/L) (pmol/L) ('mmol/L) (1.73m?>) 1) (g/24 h)
1 25 119.8 +27. 4 70.7 £10.0 2.3+0.7 170 32 15.5+3.4 80.2+ 8.6 5.1+1.3
2 24 190.4 £25.5°  103.5 +12.3° 4.0£0.9° 262 +40° 25.3 +4.1° 40.2 +10.1° 6.3 +1.3°
3 4 12 241.9 £21.0%  151.4 £10.7% 7.3 £0.9% 361 £31% 39.8 £4.2% 21.3+ 7.3 7.5+1.1%
F {4 43.382 29.108 37.756 25.572 31. 809 28. 85 16.298
P <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001

T AKL= Z20ES 80 5 AKL LA, *P <0.05, 5 AKI2 b4, P <0. 05
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