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Early prediction and long—term follow—up of acute kidney
injury in preterm infants
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[Abstract] Since the kidney of preterm infants is not fully developed at birth and susceptible to maternal factors , there is no clear
“eold standard” for the diagnosis of acute kidney injury (AKI) in preterm infants, whether RIFLE (xisk, iniury, failure, loss, end stage
renal disease) in 2004, AKIN (Acute Kidney Injury Network) in 2007 or KDIGO (Kidney Disease: Improving Global Outcomes) refer-
ence standard in 2012, all based on increased serum creatinine (Scr) or decreased urine output (UOP). The traditional renal function
index of AKI is not only an invasive operation but also has a time delay, so it is obviously unreasonable to only rely on serum creatinine
and urine volume. In recent years, with the improvement of the cognition of premature infants about AKI and its long—term complicated
chronic kidney disease (CKD) , many methods of early prediction and long—term follow—up methods have been gradually applied in pre-
term infants. This paper mainly reviewed the renal development, early kidney injury markers of AKI and the follow—up of long-term
complications, in order to provide reference for related professionals to carry out basic and clinical research.
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(chronickidney diseae, CKD) [ fi 6 R 27!, IR L 7E IIfe
PRAE b LR 1 AKT By i Hom A R B0, 2 H
B LR M A A DR P B R O . BE T RN RS
AL PN R TR | R, A SO ) LI 1B &
B AKT B P RESAT AR AR S G O AR B 7
SERITSEHE A — VPR, AR OGN BT kRl 5
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1 BlEXE 5 AKI

B LR EERETHIRE, HEF AT h
B HUGB = AR, BB AR B R R B RN g, 2
A B e 28 B RE M RS, A G R 3 R A 32
By R BN LR, 7R IR 4 TR R IR R B N
HE O, RS P B A (R IR R RS ), HoAl
A 7R A B RS ZEAE AT R S TR DUTBUR IR AR A 1)
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ok B R AE 2E 005, (1) 0 0 40 i 2 i A R
B 2R, 4 S DR A 28 T 0 A5 515 5 B o L2
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P05 05 Ry WL AEL 24 AR I R A B DN
o R TR A 5 B S K B e 2 T B0 I
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21 EEHRAE

I, 8 2 BT 4 0 3 1 B2 2 BOR AT LAB /R 7
Ser A 2Z i 5 HH BRAE PRVBC S LI H A8 B A W s
Py, FERZ )L B E C(ceystatin C, CysC) .
PE KL 20 i B S i AH G i 5T iz 20 & 1 (neutrophil
gelatinase—associated lipocalin, NGAL) . '& #1157 ¥ -1
(kidney injury molecule—1, KIM—1) . 4 J& £ 1 i 21 21
il F =2 (tissue inhibitors of metalloproteinase—2,
TIMP-2) 1 JB 5 28 A A= K A 7~ 45 5 85 1 -7 (insulin
like—growth factor binding protein—7,IGFBP-7)%5:4%) iz
FHF AKT A R0 A 55 2020,
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rum neutrophil gelatinase—associated lipocalin, sNGAL)
F FR W& NGAL (urinary neutrophil gelatinase—associated
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2o FERUN AKL 9 BF 58 R B, DRI TIMP-2 X &
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DN e B B FE B AKIL B A 7 51984 CHEN 28000 L=
JL K2 A LA BE A 38 W) 0F 58 & 8 TIMP-2 X &
IGFBP-7 X4 53 AE JL Y™ 8 AKT A 37 1) 70 41y
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B L) R VRHEA T 25 ol RS0 5 0 40 s o P A )
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I, T MS AR HEFE S o3 B AR N 35 v, (R0 T REAS 1Y)
PREUEE R A T 3,

PERRONE %% B = L5 2 H LR 4~
AN e AR R B 25 5 TR R AR AL 2 mT
AU AR BCAE S5 A RO AU B A2 L. TR 2
A, ATZORI %50 B 448 S IR R (&R AT A
iR SERRR R AL TR N-Z B R A =R
S PRWARTI O] LUK A IR I 7 23 ~ 32 Ji 2 [A] 5 33
~ 36 JE Z [ ) S = LK A T3 o AR AIG o A A o i B =
JLTE AR J5 1 PRIBA I A 2F AN X FR , — P RS SR 511
S n] DL T T R B A Y A7 #EPY, MERCIER
TR RS UE T R L A A 2 d PRI G4 27
S% BT LI ) 28 I —t-RINA A2 90 AR G AR 5 X
O3 A AKTRSS =L, kAR AKT R ™= LS A 5
iR 6 7358 1 PN D PR ER R /KRR, 1T AE BEA AKT )
= )L & BE-1—-RNA A=) A s 42 b A 5
ARG O IMLYE A DR H K S—56 6l Pi T LAk /b 20
JIL B R0 0 G A 8 DL RTE A FT R
PRI A e H IR S—Fe R il Pi X BN AKLIi2 I BA
TEAE B FE I, STOJANOVIC Z550%F 36 44 KL L i 1fi.
B H K S-HE AL Pi EA T | e LA AR A
6 h R K5 572 LI AKT % & RIAE T 3R 48 i A
%o TEIEH WP, 95% B A BBAE 13 8 I 4 =
W, ARG A Pl B ) 3 O P R AR £
BB A A A ] 4 17 , ROMICK-ROSENDALE 2560
BRI WA A A ER A L L) R R TR RSP RL T L
NGALBEFE , AR BH P 17 JLAY NGAL (sCr FIFR %
KB, K SF 5 AKT A HAb bR B 454 )5 nl g
TN RE S VR B TR L AKT, I R
JLER PR 5 30 st B /NS T RSO DA G . B4,
A2 - RE A F TR ™ L A5 & A L 8 )2 b
F KA AR PN AR & AR A L L LR
PRGACH A Al 25 H BLAE AR
2.3 BHEASE

AR LT AMETE [ (near—infrared spectroscopy ,
NIRS)7E NICU H#5 k5 SEAE H ISR (8 PR Je
AR W ) O A5 R R A A BEARAL A T T H. . NIRS
Bk AR AT 2 A G HL AR FR A A, 2 A4 S L R
A4 e T A L RIR JZE AL SV A, s R
O3 B B RS A AR AL AU 24 700 ~ 1000 nm 3T
LIAME R G F U 2 R 20, R R4l 4
A DI 2T 2 PR S L 2T 8 1 P A ) T4 [l 2
JR G HL AN 28 | FHR 2 6 A28 0 2 32 Tl A% i e O 7
WA 2 sl 20 Tl FEAR R B0 - L
JRFEHE, R A LT 25 A/ OB SR AT 2R+ 4805 Il 2T
B DA R AL 2 S AR5 R BB S B
Jok sl fik -5 B 4 I A8 1 ST AT RE i) o R 24 0R 20%

75% 5% , JIT LA JRy 3 4 2 S8 A5 DN 235 S o 230 T bk o,
S 0 RS AT DL s e S S AT 4 Y AR L RE K i
B,

5 2H 21 S5 (renal tissue oxygenation RrSOZ) m g
JE 6 FH NIRS 78 B2 R 2 0 155 A DX Skt 7 4600, K 44k
BT T10 ~ L2 J5 M il v 26 A5 00, BRIV A B %) ) e 4%
S RN T T SR 2 (B AR 2K
SRR I S v W A A, I o I 8 T A T, L
I R R R I B IX A B, (H S B 0 A T i 2L 41
A EMER, X B A] BB R MESE X A 2V A A I
EW, AR T AL B E S R RS T DA S — e
S EE RN, FA AL BERR LA R K
Jif (ZH VR 2T 3R e P (0 A ST T BB R M 1K
JUETE R MIFSE A FE 0, K s e) %o [] — 3z ik A 7 3300
INEsYE L #5457 , {H HY TTEL-SORENSEN 45705 %o}
R DL i 2 29 R W T 2 Hh USR8 1 R R 45
FEHE R 2 5% B8 B2 IR . PRI, 748 F NIRS X sy
TRLH LUHEA T I A I, 75 2 I IR B 45k o B A S K 2R SRy
TR R A7

HARER S&"Ak T 35 61 /T 32 Ji i 4 7 LAEAE
JE 55 1 JE N5 RSO fEGibr ) 2 Rl Gk, 3 44 k4
AKIH 7= LR 1JE A4 ReSO, R & A2 AKT &I, H.
TEAE B bR EY sCr J2 UOP Y BLASfb 2 Rk £ 45 F
BONSANTE'"" }2 DORUM 25721 3L 577 J LA J5 55 1 d Y
RrSO, B 5 HAR 5 2 ~ 7 d R A2 AKTA 52, DR g il
NIRS 7E 00 & D fig A — s A T 5% .

3 AKIRYZHARE

HARER 25347 T — T/ N 55, % —3843 3
~ 7% JLEWIN VLBW 7= L 75 DI RE VAR , & B
H B I BEA 21323 7E NICU 3 [6] mT 7716 3 = 1K)
AKT 30 A 2 0 AKT AT 5 e 1 sCr WA, R840
ZARNEAE S & B kAT UIREA &, HAE B & w5k
AKTZAH LA 7E B 35 19 22 5% . RAAIJMAKERS %57k
L5 H AR LA R AR R B R L AR
T /AR 108 0 TR AR I A R I AL
Bt 5 ~ of, IF HAWATAY B IEARAIE /N T CysC
At B /N R B , (H H R IR LI IR A& RAAS
RGN0 KL, A5 G & ORI
b K LR = I et B A it A TA 6, I3 NTCU A e 1
[ E AT AKT A7 ) L o e W 3000 A B AR S 36 Ak it
i, LA B (0 A8 BB I R
3.1 BELRBERNE S EER

H AT E— 6 B B S B B R R R HX
FEIG RIZTT HxE LASE R, 10 78 sh Ak 52 DA R /NS )L
B P K 5 W i R, BB AR R (total kidney volume,
TKV) 5 B 5y s B AR I iR e, o] LIRS e
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AR TS, AR SR R R TRV FIPE- 23
Wk e = m] e 2 B /N ER 18 1k & ( glomerular filtration
rate, GFR) , "B S o b P 0 i 4 5 A A4 90 S TR
HRAEARR = KB x SR < TREE x 0.523 ARG
BN AR B R /DN 20 A T A B AR R 2 LRI Sy
TKV"\, KANDASAMY S BIFE 3 WY A7 J LAY ' il
TRFRE /N B B R D TR IE R 2 I Y GFR
5IEE R A B AR JLARARL, 3X AT RE =2 A 19 5 /N U8
B Y , 2 B A i P RE Sx Ak S 2 B B ARG
B LR P BB A . AR 2  BRENNAN 47
et 1T TFE A P R LA T AR R /N T 32 SR A R
77 U5 R ) S i J) 5 0 Jien J LA P 5 B JE B, e 4
TE G 32 J Ak B L) 2 o B S 9T AR AR 32 )]
ARG L, (TR 37 JET I 257 1) 52 o 2 B G I 3 2
AT B B DA B S B B /N R
T /INVE SR AT BB 7 ) LAEAE 5 W A v S B
JEE A A 1 D PR B S5 P %) H At ) 3 45 4 728 A 155 70
AN, — USSR B AR LR AR SR
WA AKL 23 S EUR & B A RAE BB i, -4
5 Ik P A AT P 3 S F B IE R e B AN R AT RER IS
JFEA 7R AN T 306 P ) 52 JB 4t 5, 22 ] AR by S i 4 B
CKD FYHAE™
3.2 FEFHARE GG

KA 60% 1B E K 75 7E L U W 91 Isf 5 18, H 7
JLIY B AR AR I 40 d WD TERFEE R T I ICE A B &
Al RS L S A — Ny EE R I
CHARLTON A& THTH A E SRR A 7 ) LAY H
A e & 8 FH BH B 4K 25 (ferritin cationized , CF)
Y R HG HE R 15015 (magnetic Resonance Imaging , MRI) 1Y
R RGBS T s 3 1 AKDZ2 R RIR T8
WER T AR B CF R LIARIC S5 14 “ SN0 T # (H D) fg
ANIEH BB /NER, JF 5 BB 7k SR - R
1% (ferritin cationized enhancement — magnetic resonance
imaging, CFE-MRI) AJ LK & 007 ) T 6E , A Ch
AKLJG#E )4 CKD (A=W b5 5% . PARVIN S5 ff
FEINFRA A e AR i 1 B 8 K S Bl R
215 , CFE-MRI T SR 50% 1 /BRI
AT R A2 . AT, CFE-MRIA AT
DITES 2 Fo 30 ) 2 0 e 5 1) B R A T A 15 2
WU i BT AR 7R B /N BRI Je A i 7 A 45 4 ]
34k . H AT CFE-MRIZE 7 A= 4 i B 57 Al v 2 9k
TS 1 TEAK A BT R LR Lrh S
X B A T

4 NG

B R LBEA RE S $ e, MO Z 1 R = LA
PLEAAE PR AR TARERRAL MR LT LS,

MBI A7 52 B0 e , 3RO O 1 75 O A RS A
PLEAR R AT TR AP . R LA Y AR
U 148 A K e 4, RTINS K™ By 32 B4 M B T R
FRISEN T 2 A AKT A S5 i S KD, A8 SR 4]
UM LI 7 )L AKT A B RS AT b a5 ) B 395
i CKD BEVI T 24T 1 PR, B RE 7 LR
T D RERI B A By o AR PR AHSE Ll A
IAPIDES S G ESTHIZR VISR IINTE -
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