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[Abstract] Sepsis is an important cause of acute kidney injury (AKI). About 60% of sepsis patients will develop
AKI. At present, the standard of clinical diagnosis of AKI is still based on the changes in serum creatinine and urine volume.
Because of its lag in time, it may lead to delay in treatment and increase the mortality. To find a new biomarker similar to
"troponin" for the diagnosis of AKI, and to achieve the early diagnosis and prevention of AKI, is of great significance to
reduce the mortality of AKI. In recent years, it has been found that tissue inhibitors of metalloproteinase-2 (TIMP-2) and
insulin-like growth factor-binding protein 7 (IGFBP7) can be used for early diagnosis of sepsis associated-acute kidney
injury (SA-AKI). They also have important values in risk stratification, prognosis judgment, intervention and other aspects of
SA-AKI. In this paper, the research progress of the application of TIMP-2 and IGFBP7 in SA-AKI is reviewed.
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RTFEIE (sepsis ) 2™ HRGL 5 R A1 RV 2R I8 201y
i MEAR B IIRERE I . ) A B =P 4) (sequential organ
failure assessment, SOFA ) # 9 R HIWHE TS & A 45 B DIre R
5. BRTIAN, BEYLE1E SOFA PEAREANE =2 43 1T A2 Wi
MEEERE . TEMCEEAE T BN A B U R R B I
ULH DI REIE AT R 60% 1 MTEIE B H 23 R AR SR
#5113 (acute kidney injury, AKI)"? L MR RS A B
(sepsis associated-acute kidney injury, SA-AKI) 7] B {38 i1
HAE AR YT SN RRAER O ok ™ B ML 2 2 5
AL TIA: I, PR, SA-AKT AR IB2 WA R Ay 7 2
3 BE TR AT R e {H H TS SOFA
PEATE N TP B 105 & AKLIZ W75 43 G bR e #s LA i
JLBET (serum creatinine, SCr) FIJRE HIEFR, N EHZ 2PN &

SR ELTEAE 5, X ER 0T B i — e SR PR
SRR FE R R SA-AKT AR B H TR
FHRUC IR 2 — . AR R I, 4 Jm AR R A U i 77 -2
(tissue inhibitors of metalloproteinase—Z,TIMP—Z)'% TS =R
KK 7454 5 H 7(insulin-like growth factor-binding protein 7,
IGFBP7) (3 1 ( TIMP-2 « IGFBP7 )72 Wt SA-AKI J5 A
iR o TIMP-2 F1 IGFBP7 #B & h B /N A 42 55 1 40 3h 1)
G1 4N A B ), 2 5 A0 el 4% Rt 135
A LT G A R B TIMP-2 - IGFBPT 1
SA-AKI H R IS EHE R TR

1 TIMP-2 - IGFBP7 % SA-AKI R 2l 5 R 4> E Y
R FAME

1.1 TIMP-2 - IGFBP7 1] HF SA-AKI W2 W A7 s
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i AR 2 B DI AEREIB A SEI « 2013 4F, Kashani 25" 4
XA AKT XU () 3 AT T I 22 R MERIF ST L B 2 31
F5E 1 Sapphire BAFAFST (“BE 54" #F98). BFSE H1E LI
T P RFEEEEE T 3 RIS Y 522 N R (fu
WREERE AR5 . RTFARMAN0 ), Ik e T #ad 300 TR
WML FRE YD, 45 B4R TIMP-2 F1 IGFBP7 1R I i FR 7%
Yyt AKT HA S g R SOk R . eSS  AF9E 3 TERAIE
W RFEAR S T 744 BIFAE o B PO (R8I0 iR A AKIL
WEHE B N BB, AR 45 Jm) B B PRI A 12 h JF & e
Sy - EEE AKL (G5 2K IR U5 414 (Kidney Disease:
Improving Global Outcomes, KDIGO VhRiE 2 ~3 1), 45N
N, B 12 h - AKT A 4550 14%, TIMP-2 « IGFBP7
T - T AKIT (523808 TAERHE 2R T T X (area under
receiver operator characteristic curve, AUC) b 0.80(SA-AKI 2
F1 AUC 2 0.82), 111 IGFBP7 Fl TIMP-2 i1 AUC 433114 0.76
0.79, 5EHA TIMP-2 1 IGFBP7 JGiE 2 Hph i S 16 4 1 p- 2
B AKIL FYRE 1301 A8 T At AKT AR 29 bRz 40 B B
e AE e 8 & (neutrophil gelatinase-associated lipocalin,
NAGL) FI'E 453453 F -1 (kidney injury molecule-1, KIM-1) [
AUC ¥R 0.72 ), ZJa, W58 E X 728 filfe B dl
B BAGN AT T HUBE 30T, G5 7R, TIMP-2 - IGFBP7 7
AT - E . AKT J7 9% 2 38 0 F HAbAR ) (3
NAGL Fl KIM-1)., {HA5F &1L, Kashani % - % 3 TIMP-2
e T e BERE £B 3 & AR P - R AKT D7 AR et
KT, Kashani %5 fORIFSE FpIE A0 B e A B A9
B E 245 B DI RE AT A5 2352 M TIMP-2 « IGFBP7 X AKI )
BWIRLEE o 2 VP Al e AR R B2 B DI RE i e A5
S0 TIMP-2 « IGFBP7 % SA-AKI (192 Wik 6% , Honore 255 %6
I [ PR AT WA SIS (“WE S BFsE o i
BEFEHS)) R e e R HEAT T AT, LRSS R A
B 12 h J5 KRB - AKL(KDIGO FRifi 2 ~ 3 1)), 4%
RN AR 232 I, AKL B4R R 17%, TEis MK
AEFIE SOFA P43 4R & S AR B SOFA P74 2H , AKIT &5
TIMP-2 - IGFBP7 /KF-34 i 25 5 T4k AKL 3% (1 P<0.001),
TIMP-2 - IGFBP7 Wil - 55 & AKI A AUC 43514 0.84 (95%
A[{F X [8] (95% confidence interval (95%CI) A 0.73 ~ 0.92 ) #il
0.85(95%CI 1 0.76 ~ 0.94); 2275 43 H b/ , 76 AKI Il R
ARSI RN TIMP=2 « IGFBP7 W] L, (5 38 ke 532 M5 70 %) 1)
#hE (P=0.015), ZWFFEEM, TIMP-2 - IGFBP7 Hiil -
B AKT I RLREIT B A B E B IE SOFA 1743228 (P=0.70),
5 BAT IR SWRTE AR EY (G NGAL ., A 3 -18
(interleukin-18, 1L-18) JAH [t , iX o) — 1 E R AY AL, A
J—THLIA, NGAL I TL-18 #p A2 H12 W AKT Ay
TERREW), (H R T3 51 42 B JORE BB ZUR2 0, NI RAAR T —
F YR EPE . Honore 281 BYRIFSE 2 W, JR TIMP-2 - IGFBP7
AR T e REAE SR & A AKT, HA2Wisl e A2 4k B i
PRI BERE AR . X —Z5 8 7E Yamashita 2517 TR Y
— TG/ NS RE MR T A B TR (B R,

Honore %5 (RSB “TEE A7 WISUR “2 K7 BF5ELn
T FFREAY, X IR 5E I N JE R TTON SA-AKT iR, 8T
HAFRE BABR, M Yamashita 257 BT BTN , 35X
SEPR 22 0] B 23 XI5 4 SR A A 1 i A 52

T AESE TIMP-2 « IGFBP7 7 IR 35 i 5 = R w3 i 2
AKT I 9 0E T , Cuartero 258 JFJ& T — 5144 A 98 4]
FOE BRI PEDF ST, 4300 F R AT AE WE 5 B (intensive
care unit, ICU) I A1 ICU 12 h #E-47 T IRARA T, 45 5 i
IR, ABERE AKT KA 50% , MEREIE & A2 % 40.8% ; K2
P 2R 475 M 2% (acute kidney injury network, AKIN) brife,
TIMP-2 - IGFBP7 5 AKI %™ B i 205G (P<0.000 1);
[RIiF, TIMP-2 - IGFBP7 1Mt SA-AKT 3%l - F 1 AKT (1)
AUC A 0.798 (45U BE A 73.5% , 457 BE A 71.4%, P<0.000 1),
TIMP-2 - IGFBP7 {H BT AKI 19 2 A5 5, T AN J2 e i 1Y

IRFSE R, JR TIMP-2  IGFBP7 J2: ICU 121 12 h
R AE T - FE AKT A RTINS0 2 SR MR A
B MEAR B T RERL AT (520 5 B4R TIMP-2 - IGFBP7 7E 12 h
PARE I - R XU B AKT R, HL AT B e A USRS T
TR AR AR AU £ 3 (s i 12 ) 23R
AR AR PHE 3R 34 B 35 R3S FH T TIMP-2 - IGFBP7 Kl .
[ s 38 T BEVE B AY S, TIMP-2 + IGFBP7 X v - FEJE XU AKT
FTRINALRE B 47, (H2 I BAT B (9 B ] B (12 ~ 24 h), 1]
FE A ] 1 el 28t 2552 e A2 W G HER 1, A5 88 5 2258 221 PR
TFEE— PR R 0] S HERf DG R .
1.2 TIMP-2 - IGFBP7 A T SA-AKI RS Wi A AU 43 )2 -
Hoste %51 3405 “ 5 5477 BFEhIi45 11 9 TIMP-2 « IGFBP7
T i - R AK (9 SRR R R R S I AU RS
It 3L E 6 U IX 154 4] e N G H R (I PRAE R 36 TEAS
[} TIMP-2 - IGFBP7 Ilfii B T4l AKT XU 1 HER 1, 455
N, SR -F B AKT 98 4238 18%; TIMP-2 - IGFBP7
M b - % AKI A9 AUC 4 0.79 5 24 TIMP-2 - IGFBP7 [11lfi
FHEH 0.3 (/L) /1 000 B, HLAHURERE g 89% , 144 T 0 ¥
(negative predictive value, NPV) 4 97% ; >4 TIMP2 - IGFBP7
(G FHEER 2.0 (ug/L)*/1 000 B, FURE 518 Ry 95% , BT
{H (positive predictive value, PPV) K1 49%. Z W58 £ W, ik
TIMP-2 - IGFBP7>0.3 (ug/L)*/1 000 A JHI T2 Wi -7 B AKT;
TIMP-2 - IGFBP7 >2.0 (ug/L)*/1 000 I, Hi2 Wrh - 8 FF AKI
B4R = . Bihorac %[ mﬂ:%T*Iﬁ?VJ/\ 420 IR 1
ATBETERF I, H B A9 35 2L 56 UE WiE LAY TIMP-2 - IGFBP7
Il FEL 0.3 (ug/L)*/1 000 F1 2.0 (ug/L)*/1 000 ), G55 5%, 44
AR - AKL &N 17.4% ; TIMP-2 - IGFBP7 Fiill
rh- T AKL B AUC 7 0.82 5 °4 TIMP-2 - IGFBP7 il A
B2 0.3 (ug/L)*/1 000 I, TIMP-2 « IGFBP7 >0.3 (ug/L) /1 000
HE R AKT XA TIMP-2 + IGFBP7<0.3 (pg/L) */1 000
TN T A5 5 24106 P 0.3 (ug/L)*/1 000 F1 2.0 (ng/L)*/1 000
ik, TIMP-2 « IGFBP7=0.3 (ug/L)*/1 000 H.<2.0 (ug/L)*/1 000
R AKI & A KU S < 0.3 (ug/L)/1 000 #5175 (95%CI 5
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3 ~17),TIMP-2 - IGFBP7 >2.0 (ug/L)*/1 000 £ AKI & /12X,
[ J2: < 0.3 (ug/L)*/1 000 FH 17 4%5(95%CI 9 9 ~ 54), Hoste
a9 g 5Y 38, TIMP-2 - IGFBP7 1] T SA-AKI KUK 43
J2, FLIGFHME R 0.3 (ug/L)*/1 000 A AT 5o ) HIURREE , 1 5
{4 2.0 (ug/L) /1 000 AT FE w5 A4 R 3 . Zhang 25120 %)
Z 5 H T AKUF SR T 2526 4307 i 7R , TIMP-2 « IGFBP7
703 (ug/L) /1 000 (5 REUEREE ) F1 2.0 (ug/L) /1 000 (452
B ) ZE A I S T A SR T fe 7 AR & A AKT A HERR AR
HEWIRREY PR TIMP-2 - IGFBP7 Il &M 2.0 (pg/L) /1 000
MR- BAT 5 e S AR HET . DL R R 45 3R
M, TIMP-2 - IGFBP7 AT LLFHF AKI X532

ST A AT PR AN SE BABE A iR R ) TIMP-2 - IGFBP7
FEMEERAE B E AKT RURS 732 i i fEmi v B AR B e B T fg
TSR T AR SIS AKL B9A4LHE, Nguyen 252"
X} W R AT WA R BT 1 164 1] ICU fE R AR E
FIBE AT T RO, G R, 232 Bl -
AKI B4 5N 17.2%, 5 TIMP-2 + IGFBP7<0.3 (ug/L)*/1 000
AKIHEZEA L, >0.3 (ug/L)*71 000 F1>2.0 (pg/L)*/1 000 & &
A AKT BIARXHERE EE (95%CT 43514 8.9(3.1 ~ 20.9) 1 19.7
(7.2 ~48.9) ; TIMP-2 - IGFBP7 Tl AKI XU i) AUC A 0.84
(95%CI 3 0.77 ~ 0.90), T SCr B AUC N 2 0.74 (95%CI F
0.65 ~ 0.83) ; FLAS BEAMT 7, I ARSI AR () B 1 2 A
5 AR P43 T (acute physiology and chronic health
evaluation Il , APACHE I ). JE'& 14 SOFA 43 AR B 5%k
P M T L 70 PO RS AT 4R SCr ) T AKT 19 AUC
0.83 (95%CI F7 0.75 ~ 0.91); MM A TIMP-2 - IGFBP7 D)5 I
AT LAME I RELALE AUC 38051 0.93(95%C1 4 0.88 ~ 0.97);
log,o( TIMP-2 « IGFBP7) X} AKI AYIRIFE AL L (odds ratio, OR)
1 38.2(95%CI 2} 9.5 ~ 153.2,P<0.001), JEF 1 APACHE T
T FNAE S 24 SOFA 143 [ IEE OR B 730 1.03(95%CI K
1.01 ~ 1.05, P=0.01), 1.02(95%CI 3 0.83 ~ 1.25, P=0.89),
MR FR B, R TIMP-2 - IGFBP7 7 il SA-AKI J7 1 2 A
R, BV AR AR B RS B D RE AR A T 0 T o2
Mo VA EBFSER M, TIMP-2 « IGFBP7 >0.3 (ug/L)*/1 000 %} 15
12 h N & J ok i - T B XU AKT (4 e )R 3 AT LU oy
W ZE

JUEINIE, TIMP-2 - IGFBP7 % AKI XU 73 Z AT 984 —
BBERE fE—S8dE SA-AKT #F57 & BHL, TIMP-2 - IGFBP7 IIfi
SAE IR ARG o Adler 2522 TF R 59— IR BT REPERIFFE 43
i T 48 BilBE S ORI 5 PR 5 ;R 35 1) TIMP-2 - IGFBP7, &
P31 15 H (65%) 7F (26 + 12) h J& & A= AKI, & 4E AKIT
# TIMP-2 - IGFBP7 %3 & TR &£ AKI # ((ug/L) /1 000
1.52+0.13 [£ 0.13+0.14, P<0.05 ) ; J& TIMP-2 - IGFBP7 Tl
IO PEIR(E S 3 h & AKI Y AUC 5 0.97(95%CI 5
0.90 ~ 1.00), fii FL AKT B9 AE I FLE A 0.24 (ug/L)*/1 000,
THURIY N 96.8% , 45515 g 94.1% 3 HF5E LA TIMP-2 - IGFBP7
9 0.24 (ug/L)*/1 000 A 0.3 (ug/L) /1 000 7 o501 2%
KR AKL TR F. A —TA 240 145252 AR SMG A

(cardiopulmonary bypass, CPB) FAR B 1l R 58 T & B,
AJ5 4 h TIMP-2 - IGFBP7 FHiE{E=0.5 (ug/L) /1 000 5 A5
KA AKIARE® . 55— T0RFSE o5, CPB BRE ARG 24 h 4
TIMP-2 - IGFBP7 f#Ilfs L84 0.5 (ug/L )1 000 2T AKI Y
SRR R SR A2 R 92% , 81% 2 X WIRRIT ST 14 4ef
TIMP-2 - IGFBP7 2} 0.5 (ug/L)*/1 000 Tfii A~ 0.3 (ug/L)*/1 000
VERHIWT 2 K R AKT BT T~ Beitland 45 2 75—
TR X e A0 0o il 2 55 BB 3 A FF 52 & B, TIMP-2 - IGFBP7
{AE B ABERT 5 AKT ARG (BT ABE 3 d Y ERFHIFECH
FIL AN, DL AR SA-AKT (555K, B BUbRAS i
[F]  AKT J A Biof ] Be AKT f) ™ o A FE 0 m] R 252 il A b =
Y FAE K, TS5 TIMP-2 « IGFBP7 TEI2 W7 AKI J5
T = R

AT B — B4R 5% 1 TIMP-2 « IGFBP7 5 AKI & 4
s R] Kz AKT PFEREEE AR AR o Ferrari ’%{‘%Dﬁ:ﬁ%T;Iﬁéﬁ]/\
442 NS TE B B TS PE I PER T, 1% 0F 9T A0 H A 2
PFAh TIMP-2 + IGFBP7 2 RETN 12 h J5 & ZEM) AKL, 4558
R X F T E AKICAKI 2 350 3 #) 255, TIMP-2 - IGFBP7
TR 12 h P& A AKLI) AUC R 0.82,7 d N & 42 AKIT ) AUC
4 0.68 ~0.81 ; WIREAX > AKI = H L), TIMP-2 - IGFBP7
T 12 h, 48 h 2 48 h~7 d &4 AKT A AUC 43518 0.74.,
0.70. 0.40, IZMFR G F 78 ICU B E T, A ICU B
TIMP-2 - IGFBP7 /3R & 00 T it B3 & AT 5 AKI (945 5
HIZRIE R AP PR, (H R TIMP-2 « IGFBP7 19 A B Il 2t
Fifi s s [R] A RS A6 AKT AU PPl o i 2 BRI LA 24 h
K g TR . % FT A ok, TIMP-2 - IGFBP7 A1 finl
0.1 (ug/L)*/1 000 BT fE(E AKT % A= KUK i 2% . 78 s
TR [RI [i) 5 AN )™ S B 1Y) AKTL AR 2B bm AR I
FUE R 3 25 5 R B AR I FHE 35 > 0.3 (ug/L) /1 000,
HEABENERE . McCullough %[sz. 530 15 i AT
T — T T HE M SR WA M 5T, 2 55 1 H 02 P Al i 2
3 d i TIMP-2 « IGFBP7 X f& FE /35 7 d A4 2 ~ 3 B AKLAY
TR GE IR AE IR 2 12 h. 24 h Jil& TIMP-2 - IGFBP7
8, IR 3 R A 13k >0.3 (ug/L) /1 000, I 4% 25 i)
12 h 4 1 YRR TIMP-2 « IGFBP7 {H, FL3%f 3 K. 45 R ow,
FL{E . 12 h, 24 h J2 3 d N AYIR TIMP-2 - IGFBP7 ¥ 7]
JH TG Em e &4 2~ 38 AKL, KR, 12 h. 24 h
TIMP-2 - IGFBP7 /K 45742 < 0.3 (ug/L) /1 000 (KB ETE T d
R, 2 ~ 3 3] AKI 1 & A RAE R IR (13.0% ); M fz , SRR (A
12 h. 24 h TIMP-2 - IGFBP7 54 >2.0 (ug/L) */1 000 I Fi 7%
2 ~ 3 AKT &A= RARH & (R 3k 94.4% ); 24 TIMP-2 - IGFBP7
903 ~ 2.0 (pg/L)*/1 000 I, 2 ~ 3 ] AKI By &A= 2 24H 1/3,

DL E#FFE R, TIMP-2 « IGFBP7 Al FAH 5 A ] ™ 5
FEEE AKL. B BUbRASES ] B2 AKT R AEBT A G, BTG
DAELPE—A %] TIMP-2 « IGFBP7 ARG Asf 1] A ASf b A4 b 5
T, TR A i AL AR 5 P )
2 TIMP-2 - IGFBP7 Xf SA-AKI H/EHIFME
2.1 TIMP-2 - IGFBP7 ] FI TP SA-AKT SR H A A KT -
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Koyner 4§ U8 Stk A S R T T MRS L BRI AY
HEAT T A HT, B SRS TIMP-2 - IGFBP7 P/ I 5
55 9 HRFER R 3 B IE AR YT (renal replacement
therapy, RRT) BOAASCE ., &5 530, K1) TIMP-2 - IGFBP7
K] I TFHE AKT B3 9 4~ HIRFER EUS 3 RRT ; HA48
B0 R, TIMP-2 - IGFBP7 >2.0 (ug/L) */1 000 5 & A4
XU AR S KUBS: FE (hazard ratio, HR) =2.11,95%CI 5
1.37 ~3.23,P<0.001 J; 225 i 347 it /R , TIMP-2 - IGFBP7 >
0.3 (ug/L)¥1 000 532X FFET -5 3 RRT(UW T & 4 AKI
B ) A15E (5 TIMP-2 « IGFBP7<<0.3 (pg/L) /1 000 AL,
TIMP-2 + IGFBP7>0.3 (pg/L)*/1 000 H.<2.0 (ug/L)*/1 000 :
HR=1.44,95%CI }J 1.00 ~ 2.06,P=0.05; TIMP-2 - IGFBP7 =
2.0(pg/L)*/1 000: HR=2.16,95%CI Jj 1.32 ~ 3.53,P=0.002 ].
Xie 25 2 %F 720 ] ICU M IT R T —I0RTHEMEMEEMERT S
HH 1 5T TIMP-2 - IGFBP7 /K 27 5 AKL B H K
WIS RS A OG, g5, 26 239 Il ICU 3 KA T AKI,
Hop g 151 fil B H R8T 2 AL, 5 TIMP-2 - IGFBP7<
0.3 (pg/L)*/1 000 B AKT R E A, >0.3 (ug/L)*/1 000 f AKI
BEE T RN ICU RIERAE A5 25K ; Kaplan-Meier 2
FEMIZR LR, TIMP-2 « IGFBP7 >0.3 (g/L)*1 000 1] AKI 3%
SRVELERI AL T <03 (ug/L)/1 000 % (34.4% Lt 67.4%);
L 3BT i, TIMP-2 + IGFBP7 >0.3 (ug/L) /1 000 54
AL Z ARG A G

W iR, TIMP-2 « IGFBP7 MY 5 AKT S KRR
ZE R T ELAS AR R4 SR A 5 . Bihorae 25 ' BIFFEHIE
S, AR SRR S R TIMP-2 « IGFBP7 R 1 39 AKI
HERGE WAL  Maizel % BF5Y 7% L JR TIMP-2 « IGFBP7 /&
AKI BE A 24 h PIEE kR S T A AKT i lsr B
TIMP-2 - IGFBP7>2.0 (ug/L)*/1 000 A fifi 24 h 4 %4 KDIGO
FrifE 3 1 AKT 9 U 30 4 1%
2.2 TIMP-2 - IGFBP7 n] Tl SA-AKT f34 B IhAEIK =2
Meersch 25" 7€ 50 1545 AKI XU IF: BLIF 7848232 CBP .0l
FARBE TS TR TIMP-2 « IGFBP7 J& 75 ] LA AKIL f&
BB TR A (Bl SCr< 28 SCr), BFSEE i T HE
FARM KK CBP 4505 4,12, 24 h RAEFRFE. #IE KDIGO
FrifE, 50 Bl A 26 %4 T AKL, TIMP-2 - IGFBP7 J&
D EFAR G FH AKT U AR S MR B, AR5 4~ 24 h
TIMP-2 - IGFBP7 /K- T F# 2 B DI fig ik & i HER bR &, AUC
4 0.79(95%CI 7 0.65 ~ 0.92); M /K NGAL ) AUC /L 0.48
(95%CIH0.31 ~ 0.64 ), iZAFFT R, FR TIMP-2 - IGFBP7 41
AIVERTREN AKT (953 A Wrbr i , KOF B B2 B T Re ik
SRR o Aregger %57 FIFHER R4 07 vk sl o 12 49
FHAKIRE (<7 D) MEFRERHES 12 fIRERKE( >7d)
A TR E R R A T AR W E T RE TN AKT R E A PR
HEYIhREY) 8 A PR AL AR R T (-1 EREE T L -1
PURE A . 25 E A DS AN HLUE AR D, CD59,
IGFBP7 Fl NGAL), R4 JR IGFBP7 F1JR NGAL RE 7543 15 i
B IhREVR S (FR IGFBPT ) AUC N 0.74, )R NGAL 1) AUC Wy

0.70), 3 H 5 AKI Rp&Lif [0 5C, 58 %M, IR IGFBP7
LR NGAL BE S HER #5000 B EFUS o LA, Meersch 457
NI T —WiEsE, kLY bR Y TIMP-2 - IGFBP7 BB
VR AKI S 0K 52 A 30590 - Dewitte 25 3 HE—25HIF 52
TIMP-2 - IGFBP7 5 i RUAR G WA i LT AKT JR3
(IR IS RE— 4R . JR TIMP-2 - IGFBP7 AT REA4R TR
AT B )y B 2 AR =R AR ] A E T , DA 00 5 Bk 2 Rt
JYRORER L. SR, TR RS BIAR >, 4 il 4t
SA-AKT, AT5R T 22 0 L2 RN A 3 e S5
2.3 TIMP-2 - IGFBP7 % SA-AKI H3 J53 3h RRT J&57 (T
WY : Klein 45 - 40 A 41 IURFSE 68 13 Rl EMIbR S HEAT T
LEREAMT R A3 4E NGAL ., TIMP-2 - IGFBP7 7E N (0 £ Ffi A=
WIARE R A RS TR HDR 8 ST i 8 H] RRT 897
AKI. L A5 E R0 T JR TIMP-2 - IGFBP7 X ki
it B B AKL A 2 RRT (R BT M . DR SA-AKT
HE N RRT 4LAHE RRT A, & B RRT 41 )% TIMP-2 - IGFBP7
HTAERRT 415 A ICU 6, 12, 24, 36 h J& TIMP-2 - IGFBP7
TNJE 3 RRT (14 AUC 43924 0.575 . 0.804 ., 0.883, 0.809, i
I FE 43514 0518 ,0.825.,0.917 . 1.015 (g/L)*1 000, %
5T W, JR TIMP-2 - IGFBP7 /& SA-AKI (23 )1 8 RRT 19
TSz B RR , BA B B BN . Nusshag 2507 JF
BT —IRAAT 100 e A P RTHETE WA PER ST , 1%
THFERY H A2 IEAS TIMP-2 « IGFBP7 Al ] I3 FRUK B 75
i JEL G 77 3Z 4 (soluble urokinase type plasminogen activator
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