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2 1475 (acute kidney injury , AKT) J2& 18 4 "B G ALK
WIE R RSl PR, BRI L S AE LV 1ML 4 A o7 38 T ] e A
AN PR SAMRTERE 32 35 2 A RS 5 AKT B9 K AR HLR) %
PIFHSC . AKT I R IUAL S DB /N IR TR o8 3 (9 40 3 22 1L 3]
FEARPER AT R o 6T BERAIAY T B AKI o
PRIZ IR R TE RS W 8O BB AT AR A R g 1 1 1
ol FAE TR 2 o 3 LT A 48 3R A5 AR FAIG T i it
P03 BF )RR A3 S B e B ™ B R (D BE o AKT 3 Y
A=W S W RE RS S W 5 2 A A DG B A B R Bl
e ARG B 43 2 TR R 1 B Th g s 2k, e AT fE B HT IR IT
HIT TR R R 2 0 TG R e B AR AR BE SBT3, A B T
PRSZHATT AKT AT 245 40 DA 2 56 28 ) e IR 1) e 45, X 48 735 38
RTAITHE A T B L ARk, £ AKT HR A 1M 9 VR
FEA R R I T LR B AR AR 25, TATA B TR S i
RSB L07 , LI L WUBFAE 9225 bRt i Jry B, 767 3R
JTBT 07 SR R E Xk 1) BA il D ek 3 B Y o AR STk
AKL A Y5 2540 1 9o B A= BRAL GBI FY BF SR AT 25 A, 1 A
A28 AKT B ST A0 955 PR~ 32 B9 el

1 B4 Z=-18 (interleukin-18 ,1L-18)

TL-18 2 —F{E e PRI 7, 7 Thl 20 13 4K 245 4
Js A T y A ARG E Y . B AKT & R
fif, 2 Ik 42 K 4 2 I 2K 141 -1 ( Caspase-1) A FJGIE Pk A9 TL-
18 FP ARG E TL-18 4k, T Pk TL-18 M /NG - B 40 g Bk
IS e op R 20 3R N B SR b, 3 IL-18 i i Fas/
FasL FET 32 AR IR AR AL HE 1 /NER A /IVES R 40 3 1 A 1T 5
A . WFICIESS Caspase-1 /N BBk i F Caspase-1
U090 76 2 A B 0 P T AR oh AR T Y AKL, SR IL-18
AKOFTH i AKT B 1T 222 46 T4t IL-18 3977 o 5 B
PERUT IR R B I e 8 R D RE R 4 B 45 A 1 1 R 2

DOI: 10. 13429/j. cnki. cjer. 2020. 01. 028
BIREE: PHRIC, E-mail:

lizhenjiang@ medmail. com. cn

FR L, 2 S /N SR FE (acute tubular necrosis, ATN) g 2 ) JR
IL-18 K- 33 7hws AT Ui s s 1L-18 RET ATN 4%
PRI . Puthumana 281 6 JIFRE AL 5035 HEAT 2836 TR 5T, K
PR IL-18 7K -2 Wr AKL (1 3Z i & T VE R4k i 28 F i f1
(AUC) 2k 0. 88, TRINFE T ) AUC Ky 0. 76, FE0H R 1IL-18 Xt it
T AL FE 2 AKT (932 W00 350U B A I PR 57 FE A0 A1, A1 B S
VEREVA ST J7 B0 500 B /N 1 B 28 06 6 B A0 R 5. Arthur
EHOT 0 2 95 L ETF ARG 1) AKTCAKIN 30 ) f % IR
32 Fl A bR A 0 R VR BE , WF 5T B R TL-18 7KSF- 1] B AKI
ALY EELE SR (2 W15 3 1) AKT 83T T) R B4 S (3 )
AKI s FET) #9 % 42 (AUC 433 0.74 F10.89) . 5 HiAth 2k
WIbR G AR FE, DR TL-18 S AR U N T SR TL-18 IR A IR
KIM-1 35 3 ] AKI s%2ET- 19 AUC 4 0.93, 7] JLJR IL-18 5
JR KIM-1 414 3E— 45 T H0L 0 IE TR B % AKL AL RE

J1o ABFFOESE, JR TL-18 AL A ETF AR A S AKT R R
R4 TR (B IR AR 7 sl e N AE ) At sy T R 70 L R
AR 45 %6 56 AR ICU (e e B F9E 2 R, AKT 20 H
F I TL-18 7K 42 1 15 LT 2 /0 #2707 6 h Fh&1,6 h 1L i
IL-18 X} AKI 2 Wi i (6 (AUC 2y 0.719) . F 6 h il %5 L
(AUC K 0.677) . A2EWF4E 1 TR AT 24 h 1R 1L-18
TP TS A P 2 BB AE SR K & ( delayed graft function, DGF) ()
AUC 2 0.95, 3 H. 5 A J5 1L 3% JILIF 9 728 £ e 3477 75 R 5 G
ST AL T AR A 1 AR A T AT, 2RI
DGF XU FIE £ BTt HL 7 T B S M .

2 N-ZBt-B-D S1E & ¥ H B ( N-acetyl-B-D-glycosamini-
dase ,NAG)

NAG 2 T s /N b B 20 ML 3% A 1A 231 4 S 130 000
(O RER R , b T 2 i AR B Bk o % TR
HHIRIGARE NGO B, IR NAG (9 T} 32 2R IR T /)
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WA, BN SZARE , IR NAG 7K P-4 it 375 LI A i
JRZEHA 12 ~72 h TR ™ W IR NAG Al 4 g 5L 40 46 0l
VNS DI RE RS A bR . AT SEIESE, IR NAG /K AT 6 il 47
5 g B R AT OO AR 4 B 5 T R AKL B A LR T 1 7 T
! Mishra 217 7E 50 {5 AT AKI (9 JL 3 F0 30 {5 4F i
7P 391 G e T B2 il 2 B NAG K SF- % B AKIL B8 3%
9 R NAG 7K -4 e Bt BE 2 8 25 TV 25 , 45 i 3 WU £ T 0
AKT B3E— 25 % J8 S A 5 . 5 T 18 T 14 B LAY 1L
TR HT Y AKL LR NAG K83 i, #Er-4l AKI
LA BT A9 FR NAG /KF W 8 @5 A7 40 AKIL L. R
NAG il AKI £ JLFET-9 AUC 4y 0. 724, 1) 476.5 U/g 1E R
WS, , BUBPE R RS S 8 75% , 7T UL IR NAG 45 S 4E N
LWL AKLREEAE AR B BUS 091 62 A M4 , X & 1R 7
WA — B S 7 X o Doi 451" fE— 1%t %F 339 {41 28 fiF i
FRFE D % B, JR NAG T AKI B35 A BT 5 1 J8 (AUC
% 0.62) Fl 14 d FET-2(AUC H 0. 66) fh EEHWI P . Ren
4103 590 14T SRR 3 Wk 5% T B SR DT 4R L i 5 R
BIELEY AKL B F7E LSRG 1 KA 2 KR NAG
FILIE WU/ 7 B 5 T AKI (8% . AKI B #10 IR NAG
K43 LT LT Lk B EL T O £, 33 B NAG 163
SERITEU AKT i 52 Wb LA H I 3 LIS S5 T 52 69 5000
Yo, AT HE— 8 SR, LA, A TR R BUAE I
5 OE A R RS R BT B AKI oh R NAG 7K F- 3% 7+
i, FLIR NAG 55 AKI (% B MR RIBET HAH X

3 thHAEF ( midkine , MK)

MK 243 F ity 13 000 f9F 28 25 4 A A R, 76 30 3 A
/N b R AR R K S Sk, AT I T AR AR AT
TR AL RTIE T4 A A 0 A B P T A
4 4R 1 B MK 7 i /N KT 200 M v kL 15 S R
A0 R A -1 R I A P S A 2 -2 A i SR 4
B9 A RIS E AT S 330 B /N ) it MK 0 i 55 ]
REL 11 58 JF 20 M 1] 32 50 b J22 AT A%, AR AL i ™ o
B! Hayashi % %F 549 {9l RS B2 W7y AN 7] 26 4 1)
B R AT RS T T AIF AT, LAPRAS MK X AKT S5 5132 Wi i) £
EEFIR S . SR, AKT B35 B9 IR MK 7K 235 i THE
AKIL % R e X B4, JR MK ZKCSF- X5 AKT (7  fig
(AUC 2y 0. 88 ) £t T i 14 ar 240 fi B3 Ji 1 AH 5C NI B iz 28 4 1
(neutrophil gelatinase-associated lipocalin,NGAL) \1L-18 F1 NAG
(AUC %345 0. 84 0. 72 F10.70) . 4R MK [ FAL AR M E
11.5 pg/ml B, G FRE 574 4393 o 0. 87 F110.85, R MK
T ATN f) AUC 2 0. 96, MK ¥ fe £ KT {64 69. 5 pg/ml
B, U RS S 43 591 R 0. 97 10,90, F W] JR MK /] 4y
P ATN F) e U RR S I Wi b o LD, RT3 X 40 f5i)
TR PEPERE B OB TR B8 SEATRTIEPERT ST, 25 2R 360,
TE BT AR AKT 5 19 JR MK K46 2608 T8 AKT |, I
BAE TSI (R A5 20 1 h) ;8B &, 5 imiE i
IiF NGAL IL-18 Fil NAG #H, 75 A i U T35 19 JR MK /K-
AESE LA AKE XU B9 £8 2, A7 B B30 1 AKT B9

fRAMESW T H, Malyszko 257 % 89 42 52 28 j 564K 5 ik
A AIRIT (PCI) B35 WLF 7K S 1E 5 £ 0 200 #8816 47 TGS
PEIG PRAIFST , % BR5 52 RFELi AKT S5 75 PCT RS 2.4 8 h
13 MK /K 527185, 3% MK /KF-5 PCI ] v 570
LY LIS R I PR 22 28000 35 AR 6 , B0 S 250 5 1 3 NK K
S AT L W PCT AR s 5500 B 0 R AR S

4 Mm% (hemojuvelin)

I 401 3 S —lobE Pl R o AL P i e 1) 55 2 1, A O A
WU s BE 235, BL S0 000 2 T & B4 A X (mHIV) F
42 0004 F i i PEIE R (sHIV) 7276 o LA RE S i 4h
PR - R B B B B
AT S OB AR B, (i mHIV 28 sHIV I W40 i b B,
sHIV RTHD IR 8 28 19 430 , 175 S IRk 1 32 B 1 0 A i, B8
B AR i, AT SRR AR A o i B Ak RE AR AL T 1R 41
AR I A A A ) S R /N I, AR s A B
AKI il VR . i bR (I 550 0T 92> mHJV i) sHIV
WK A, 45 v mHIV/sHIV (19 HGAE , 1 Rk 7E B E v i) SR A, 09
AN T, RT UL BE PR 1 AT 0 500 TR AT I T R A
DARRAR AKT (6 7 5 20 7 (ot 988 33 BT 80 AKTL (i A A
N S G v s I 0 2R A S /N L B A R Rk
TERE SO FARE AR 1Y AKT B35 P 14l 28 76 1B 30T g /N IR
Wb BT E . Ko 228 Xb0 ETF AR B EIF 5 R, R
Ji 3 h B9RRIM AN ZE W AKI () AUC 24 0. 687 , %} F it HH AKI
(KDIGO #rfEe SCiY 2 Hsk 3 #3 AKT) Fl e A FE T2 JRURS: 1) i
BE 1355 ( AUC 435914 0. 768 F11 0. 828) , Hiis Wi i & 1 T
JR NGAL, It4h, RJ5 3 h fSRIMAN R SR AKL iy & 4%
BIEAE ., BRI LN R NA TR L8 FrvEo R B 28 B 3
YETE4> (SOFA) Al g 2 i 38 AKT By XU 432, DI BR B
T 0 5 XU HR o Wang 45120 X 149 4 152 32 00 JIE T A 1 42
FHUATHTRE R Z o M AT, ke IR S B AKT S 3 0 PR 1l 4))
FKFAEARIE 3.6.12 h B8 5T 1 AKI(KDIGO F5#) 5k 6
AKT 3%, 3 h BRI 40 2 PR KIM-1 4145 % 3k e ) AKT A
BRI TN RE 71 (AUC 2y 0. 898, g4y 100% |, 5 514
70% ) . ¥FRIMANE R KIM-1 5 Liano $F43 045 45 i1l PR AR
UG T O IET R 5 2E R AKT B9 #U a8 71 (3 h /) AUC
9 0.931) 4 By F AW RIS LUInsE a5 84 i,

5 BG4 F-1(kidney injury molecule-1,KIM-1)

KIM-1 23235 T B T/ IVEF A T B RS B0 11, 76 (e
PR LTSRS KIM-1 32351 KIM-1 A7 4 g — Rl i i
22 SR SZ AR, 78 B e il 8 3 M 30405 5 e AT /NS T R A0 i
RS, LA A MR B T 4 Jm 2R I 1 BT AR o T
P BB R A0 MO b, FHEA R . KIM-1 R 75 W s B
B INIRFEAN M 8 T/ IMACRIE -, 12 2 200 B S A R 1 1
NG E R s E R . A KIM-1 AT 5 0 i R, 2
5 [ AL et AR L BFSE R B KIM-1 76 ATN B i
B KRR AR TR A . Huang 2515 0H 320 IETF R 1 8.5
Fo L, AKT 1 2 h JR KIM-1 /K F 8 3 7+, R KIM-1 78
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ARJE 24 h 2l AKI i AUC 4 0.78 ~0. 91, Gkt 92%
~100% , BEREEARSG 24 h PIXTBR KIM-1 7K P32 W4 B F
KRR AKL, BbAk, IR KIM-1 5 AR5 A R RS 5 1 XU
M7 AHE, F2 B FR KIM-1 X AKT BE B 2 WS A, R BLA &
BTG M. Tu 255052 150 4 M2 % 7 T 4P
4 75 (intensive care unit, ICU) A Bi B ) bR KIM-1 7K 5, % Bt
AKT B3 6 h (IR KIM-1 7K 2 T w76 24 h iR BRI
BT EERRE Y 45 £5, BT RIRASRFSE 48 h, 24 h 1R KIM-1
T e H A & A AKT 5 AUC 7 0. 916 (BUgd: o 91% 4%
SMER 78% ), AT ULER KIM-1 0] 4R A PR 4Gl e 32 i JIr 310 AKT
e BB AR S M A U i . SRR AMEEAE AKT i
HAAL, FET-H B ICU ARE 24 h 148 h (R KIM-1 7K i,
EFHE IR KIM-1 X748 iR AKT R R TS
ZHMA. T KIM-1 32 W AKT HL A 58 US55
P, 5% [ £ i 2 W B IR RN KU 245 40 7 B L 3 o 4t
KIM-1 K 245 ) 1 B o

6 MWEHMRESEEF-1(netrin-1,NT-1)

NT-1 25| A 5T A8 I ek N 12 40 4 24 1) 2 3ok
MISCER T, PR RE PR A /N b 2 40 i S AR PR b R
FikT . Reeves 257 6F TR FI1 B 0P HE VE 5 S 09 AKT /) B
FEHIRFFE R IR, PR NT-1 7K SFA 1375 JLIF R NGAL 42 FL 850/
T ,6 h BN, NT-1 32 ] 400 i ke P08 0 - 5 1 40 R 0
T BE B /N B R A0 A, 205 8NV I 1R B
ZUT WREE LB, AN R FE R 2 (B e R L R
PELGH RIS L)) BT BN AKL 3% rh, ) NT-1 /K SF- 75 4 1 7]
BTG, S LA (3 B % NT-1 75 B /NS b B 40 i v
Fik, AT ULR NT-1 6 AKT A5 IS Wi i, Cao 455% X2 A
25 BT A LIRS & 0, AKL B LAY JR NT-1 KE7E 4S5 12 h
TN SE EUE AKI f) AUC W 0. 878, AKI [ LTE 2R J5 48 h
P BR NT-1 LTS LT KSF B 2 % Tk AKL 8L, JR NT-1 5
L35 UF 522 16 A G S8 B R NT-1 REVEAS f2 A 25 B LR A
AKT gL A B9 R, KA AKT Bk AR B 75 ICU
ABEJE 1 h fJR NT-1 K- 2.3 1, 78 3 ~ 6 h ik S If+5
224 h (R4S FERAS . 7E ICU ABRJS 3 h ()R NT-1 /KT
UM FEAE BB % 2 A AKT ) AUC H 0. 85 sk 91% , 15 5
Pk 64% , ] WLER NT-1 B L4134 0 e S5 5E 1 AKT R it
L3 Ramesh 2581 %4232 0ol TR 19 LBHR & BF5E
KB, PR NT-1 7EARJG 2,612 h Bl AKI (5 AUC 435114 0. 74 |
0.86 F10.89, AJF 6 h iR NT-1 15 AKI FHEEM} ] ™ FAEE
FIVEE B B () 85 TR G, T4l AKT (2~ T30 B8 7, e gk, R
NT-1 38 ELAT 5 58 10 30 25 30 BRI A2 Vi IR 43 2 1 0 121, R e
TR HBIX 3 AKI (9 7] 7 7 2 18, T 06 375 AOLIT £ RS 48 h A
FE) AKL, 3R BT, JR NT-1 8] %0 I T R 28 3% 1
AKT BEA7H 3032 0 80 XU, BFA , 2 H I 375 JULIST 5 LA 40
PeFEPER AKL FRICH)

7 NiRMEEEE (endogenous ouabain, EO)

EO 215 bR BB WA — Pl 22 A 20 3 2% 3 el 94

PR AT BT T T 1% R TR AT S B 4 P — 2R )
55 IR BN, FLAT WA M TP o8 L R AR 2 40 e A K sk
TERFER . S RIBE S R W, 3K EO K/ TH =
A 100375 AU s LI T o3 256 R A0 A0 2 200 L 284 L Ol S 2 14 -
nephrin FikJg /0, nephrin J& 2 5 B /NBR 8 i Bf [ 45 44 F1 3
RESERE MR SCEE S o 1% EO 3@ T I nephrin F20 T & 40
M , DT S350 B /INER U 2o B o538 2 1 428 R 26 1 1038
Wt o AT A Bt — P9 1 51407 (ischemia-reperfu-
sion injury, IRT) R RAFAT A L2047 Bos, IRL K REEK T
T AT AMBE P B DR I A A 2 i A B R B AR IR A
e RIEEETRY 3K BN RS BN YK | (8] R VR A (E]
LT AL, 1ZFIE R O J2& IRL A3 (0 B B4 1 SR I, HL s
EO 7K1l 8 580 IRL J5 1B BERG AR A E— 25 Ak o e 2 R P
71| — Rostafuroxin fEM% B 2 o Wi IRT 755 1 B /NER AN B
INERGAE . Bignami 2500 I TR B E DF ST I AR AT
M3 EO 7K F-Hl AKI () AUC 24 0. 80, J& 0o lE FA S5 AKI (1
5 W R - AR LR EO K-S ARG AKL B AR ™ E
PP TCU {3 g Bisf [ 1 s 50 £ A (5 A0 5% i 3 ARG . A 9%
HUFSLIM A EO BEIR 5B 1CU HE B #5 TS A7 76 B4 0 Ifs TS ' 4t
15, 18 i AR AT ISR EO KSR A A HA AR B 1015 KU Y AKT &
FH LU i BO #l7)32 35 . Simonini 25 b0 Y TR f
1 AKT T I PRASEAY ( CLIN-AKT) 855 & 30, 40 AR R 1L EO
PRI RS ( CLIN-EO-AKT) Tl AKI /) AUC f 0. 79 $&5&
F0.83, AN EO 5B /MRyt %52 A, S5 AR )G
I ALETFI R Y 22 B ) 2 A S A 5 0 1 flt
43 1 (APACHE 11 ) & 2 #H5¢, 7] WA H I 3% EO /KF—JF
THIEE R T AKT (9 KU 0 8 ), o5 — 77 A B F 7 &8 Bh
JT T /M AKT 2B R,

8 JLT Fif#-3 # % H-1( chtinase-3-like-1protein, YKL40)

YKL-40 JF T 18 W5 5L /K fff g 5 R 9 JL T BBl 03, L
ZHEEE, RRERARILT R . YKLA0 S 55 A A1 157 7t
E LUV A R T A ST R R R ) A T
AT R A 4 B T I A R o A S LR R R A
Y20 A S Fh AT A0 o A YU e 1t 45 7 B YKL
40 T F B U P 0 I 200 B 3 0, SR A4 0 B B S 4 i A
BN A R, AE ™ T AR S5 il 5 iR BB R
A", Maddens %' BF 52 £ H k # 08 AKL (2 19 JR
YKL-40 /KB 8 5 T9E AKI B3, 7T LR YKL40 GET ik
BAEVE S AKI, Hall 255 % g 4F AKT 5825 3k 47 7 A P B
5%, RIEIA 5 ng/ml (¥R YKL-40 /K- 5 AKI i ik @ fae T
RE PG, B YKL40 5 R NGAL 454 n] B 3 i3 AKI
B RS 3 2, A Bl T 40 7 PR MG S O R
2 . De Loor % % 181 il AfF ICU f 4 B35 BFSE
KIL,ICU ABEJ5E 12 h (1 hR YKL-40 A T 254 48 11 2 B ok
3 ) AKI(KDIGO #rfE) 1) & 4 (AUC 4 0.792) , kb Ifit & YKL-
40 AT R AIZWIHERE (AUC 7 0.645) o JR YKL-40 7KF-F
e AKT BRI A O¢, J2 2 ek 3 19 AKT 9 R 4531
WPF. Schmide 25" 76 5 B M i 1t ge v R B, B S %
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A= DGF By PR YKL-40 7K I 5 75 F B 2h g a7 Bk &2 Al
e e K E R E . R YKL-18 K SEX) DGF () i il G
fF IR NGAL JR TL-18 FIIRBEAMZE Co sb ok, B Bk A0 R i H
YKL-40 [ 7K -5 15 45045 10 7™ o R B8 3 A G, 3 W A S T
B RSAH 5 16 S A A BTG R RN RS 2B ) A S b RIS
FUJR YKL-40 n] P iR RS 5 & 4= DGF il 5 48 XS 35
F R A BT BB R IBCT TR R AIE DGF (9 XU, 455 1
AR [R) P SRS AR 1 730 S0 I 00 R A FH s A 45 R

9 ll.,\—l:l L_J-Eg

ARV EY bR S RE 2 W AKT, 000 B A ) ik e R L
A BT HE A ROR YT R A U X T RE RS AKT
A R LRI AR R FISET -3 . fh T AKT 5 [ ) 7 i
H A5, AR ZEX AKT KJJ%*%F‘J*HWRMU\%‘L 20
FELARER R G s A 5 B VTR O, i LR 75 mT T 79
W26 G PR AKT 3657 59 500 fw’i%ﬂ’h_h 259
FIAETT R h B B B PPAG o RIS W R BB AKT A e H AR
X T e DXL B89 AR R 7 B A T 9 5 A, 4 s i RO HIEE
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