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[ Abstract] Shortage of donor kidney is a major problem in renal transplantation. Accurate evaluation of donor
kidney function may reduce the organ rejection rate and save more patients with uremia. Compared with pathological
examination, detection of circulating molecular markers is more convenient in clinical application. In this article, the
research progress on the markers of kidney injury, such as serum creatinine, serum cystatin C (Cys-C), neutrophil
gelatinase-associated lipocalin (NGAL), liver-type fatty acid-binding protein (L-FABP), mitochondrial DNA (mtDNA),
kidney injury molecule-1(KIM-1) and interleukin -18 (IL-18), were briefly reviewed.
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1 C

I35 WU — R A2 N AE LS, = ARIL 4R
W, R IS BRI . U2 /INrF 5
AL E /NI RE, R /INE AR E I, B HAK
WP ERILER, LT BB bR AR . P, WURFEEAS
6 IR B /NER € 4 R ( glomerular filtration rate,
GFR) FraE 2k, SR N AMIS RIS IUEFE A i
PRALL B T RETTAN 145 A B o (H AT GFR R 1/3~1/2
B, Iy LR A 2 BRH S i A8 4k, it H X B 453473 %)
—E MR EE S, I LI B 0 P R B 1) S vy P 25
WAL, ITE U2 B3 4RSS . Ml LA & =55
SR W, AMRZ I 2E SRR, B, iy LT
SRAT AR R B, E s W B 0 A A B ) 2 B0 Ry
SREYR S, RNV B I RE A BIAR RS AR P I
JULTF I 52 R SR AEAE A —E IR BR M, (L E AT SR A
R S AR 00 PR AR 2 N TG R -

PTAER, MIEMEME C (serum cystatin C, Cys-C )
BN R L W 5 Zh e A 447 . Cys-C
MR FEE AR, T TS LA
AR, Cys-C BEMJE T “ERIER |, i
HNA A RE, TSRS, FLE
Cys-C By A AR R M . B IEZIEER Cys-C HYiE—
#E, Cys-CTE'E/NER A FRUELE, 785 /NE BRSO
R, Cys-C RIS IUEFAR L, A2 B AEES . M5
DASILR S B 50, o — ol L A AR Y Sz B 4
fpraEy ¥,

T2 B (acute kidney injury, AKI) (1)
B, Cys-C HIiENUEAHLL, BB S EnH M S i
REMARL, FERSEN T Z M n] B BFge R, it
I TE WA Cys-C /K- 5 BB G2 EBAHY)
DRk ( delayed graft function, DGF ) &4
KA O, R MR IE 4518 22 SRR K, I
JUIFA Cys-C 5B i 03 AR DG MR A 15 s

2

rh L 20 A B Tl AF DGR iz 285 11 ( neutrophil
gelatinase-associated lipocalin, NGAL ) J& 1993 4F ¥£
A5 T PR 4 B P T ) 2 B A — T oRE X 3
25 000 {2 15 ", J& T lipocalin ZEHE Y B2, 7E

IE RGO T FR 5%, (E7E £ R B B0 B 40
A, NGAL Kt 2k T Bl il AU s B /NS b Rz 4t
IR, BT AS SR A /N TR) B ) rh P 28 B
T2IF AR HE /N 1 R A AR, 78 B 0 B 3
PR ER U BEAARFGE LB, T EFAR
Je th B AKT 8, B BRI P 9 NGAL HAR Fif
AHECH T, JF EURUBRE BB R B o s
AL, 7B AR Tt & B, NGAL
A LT T B 50 )RR AR R R MY HE A
P B 28 (1) Sh AR P A B B 2538, /NERUE
BRI 2 h 5 BIAT R BRI P AS I 2 NGAL, Jf H-5 5 E
B i B[] S ARG 1Y
NGAL 7 BB A S T 57 32 224 vh - il R 7

SiE FR AR T BB RS, 2015 4F Cui 25 U 72 A
PIRFFE IR, R B A AR I 32 34 PRI NGAL
A DL e S ) SRR L, R b TN DGF 11
KA. 2017 4F, Moledina 25 "7 Ead %f 581 it
MIRFRADEFE R, f35 IR i) NGAL K- 12
W 2 NV AT TR AR, R 5 i v LI A
b, NGAL XJ T B0 i B (6 W] b A ves, 5 A
EhrAHLL, NGAL HAMXA S 2B E . 2016 4
Koo % ™1 3l o #6544t 35 PRV i) NGAL 7K - 15130
DGF B9 &4, HZilk#& TAERRIE (receiver-operating
characteristic, ROC ) [~ 2 Al ik 0.758, ik B
AT LA 3 43R5 PR i T B NGAL 70 Ui 5 400405
P FIN A2 2 0956V, XX NGAL #1 A 3 FH A 2]
—EMIHESVEFT " Hollmen %5 P R & 3, St
NGAL /K <18 ng/mL X} 1 (4 32 # #H b, 635 R
H1 ) NGAL 7K F- >18 ng/mL X} 1/ (¥ 5 3 & A AR J5
DGF KA 5, i HREE ARG 1 ARG R4
ITAE (IR

3

JiF 7 Hg Wi R 45 & & H (liver-type fatty acid-
binding protein, L-FABP ) J& THRITRES & 85 I IO K%
WG Z—, BRI 15 000, AILAZE K
HENR TR A = PR SFPE ML BT . L-FABP 2RI T
/AN 1 = TN 77 1) 7 R R R N <9
RELAE IR IR I . Feas AR AR a3k W)
L-FABP 5 AKI DL R AYIRIAETG AT 5o

FEBNEH, L-FABP 3% iy i B /N =48, OF
L /NS ) S 4 0 R B Y AT SR 3 Hy T 1M
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BN ER U, AL A L BV, L-FABP
Iyt Zs s [FRT, BT L-FABP 2R i & A B4 1
R v s e D e = o (81D N e i A 1)
& AKI®, 7E—T%T % L-FABP Fll AKI X R 5,
X 92 5] AKT 1 62 5110 AKI 19 fE 25 1 47 4 D 1 f 9%
%P, L-FABP X} T AKI ()2 Wi i (B A% /&, H: ROC
Mk T AL AT A 0.93, Jf H L-FABP MY{E & &, i
FE IR 2% P Matsui 25 PYIBFSE R, TR
B2 OEF AR B E &4 AKUETE 30 h, JRIEHRY
L-FABP 7K-F-RI ] 7t 5, U] L-FABP AJ L) 101 96
DB /NG B L . L-FABP AU AT LA Bh 3k
ATXTHE B B A T R OIEAL A B T I3z 5 R
S HER R

TEE A AR, Koo 45 U™ 38 1 R 5 IR W b
(%) L-FABP 7K~V X (b & DO Re A 70T, I 000 B B A
ARG H B K, HROC i<k T FinT ik 0.704,
FEXT T 00095 L2 — A3 4 1 T 46 A, 2016 48,
Reese &5 Pl X6} 1 304 1L A JRIBBRASTES TGN
K L-FABP 5 AKI 194 2E BA TR AHOCHE, AHXT
fER B (relative risk, RR) & 7.28; X FEBHEAG
%%, L-FABP U 5K H P DGF (%2 &R 6 MHKY
B O RE R MEAIDG, WX F U DGF & 4= R M
B AT BB WA BN ARG Z
HIRWH Y L-FABP SEATHEIN, 140 Pajek &5 P 1
RO LA AR 5 523 PR Y L-FABP 7K, il 52
% DGF [k E%, H ROC th<k Rl ik 0.85, 42
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4 DNA

AR AN Ay, FEIIRE NS S =
% 2 B 4 (adenosine triphosphate, ATP) [ & i,
Bl & T £ Fh 4k K /& DNA ( mitochondrial DNA,
mtDNA ) , Jf B T4 4 5 Uk *7 . mtDNA £ T
AR, JE— R IRAR IS DNA 43, XFZ2fh
BB T, S 55RO IA RNA AHOCHY
HAR, UASH5EMBRIEAR ™, MLhiik
Z R, mtDNA 232460 i B, BRI 40
g SR R BN MRAEER > REAE AR 7T 2
PR Z B A, A0 JE IR A 26 T ) mtDNA &%
T RN P mtDNA FE & L B o — s 1

WOMAE B, 78 AKT (sl & 3, R R Y
mtDNA 7 g L7 WL K P S IEARSE B2, 5 HE
P H, PRI Y mtDNA & HHB0E , X SEIEE R
mtDNA # f F R A G

2019 4 Ph 3 4> 3 88 4 7F ( Transplantation) 1
R, mtDNA 7] LIAE R Dy se ) 7 it — A4~ 4
b, I ELREVERG b BTN R AR, FEHT AKT
iF, ROC i€k F i fLnl ik % 0.703%, %} DGF () fii
I 3 ST AR G TT FAEARL B, mtDNA U X DGF ()
T, ROC HhZE T m AR AT ik 0.880; 3 1t A5 A fi i,
ROC £ F il 35 0.930, B 4™ &, A& i
mtDNA 7 i bk m, JEHEE A S R & T
Iifie ( primary non-function, PNF ) F3Z3&, XL it
AN I mtDNA 7 f . PR, 2 mtDNA
it >0.243 B, DGF kA% K 100%; 4 mtDNA
I >0.285 i}, PNF A9 & A %] 51k 80%°", mtDNA
(N, A Bh I PR B DR T B i DB, A SR
BRI FE I, 244K, mtDNA A1 R M (0 7 52 51
Z IR TUESE

5 -1

147353 F -1 ( kidney injury molecule-1, KIM-1 )
B RIS, B TRk R A, T7E
BRI L iRk . FEIEE 1Y B A 2 A
AF|KIM-1, TAEAZERMG RSP A B i (dk
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B, AT DATE S B2 20 DA R BRI R ARG 1 B
KIM-1 5% Tl i 55 B st B i s e 5, A2 A
JLE R 6 e Bl 1 O A5 B, KIM-1 AT
VR — S L 01 B 45 03 1 T AR, FEI IR
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WEA: A9 & TR, 24 B 05, KIM-1 ek i I g Ty,
IFF 24 h Wik B 0§ BT Liangos 25 P EMH, JR K
HH) KIM-1 KPS B A G, 5 8 B E
F TG ARG, B R B KIM-1 7K, sET
BOCE BT R AR, T KIM-1 YRR B AR
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Wit AL R, X AKT RS2 Wi (a4, (H
JE A TR PRV P Y 2K P 25 80 W AR Y BT DA
B0 WS (3 K. 2019 4F Koyawala 55 B 7¢
( Transplantation ) | & &3¢, *F 1 298 filfit& it I
WA SEAT R, 45 145 0 s WUSF AR L, KIM-1 %)
AKI iz S, RS WA Z &5 IR E
TCAHRMERZE1 . B ) —F Meta 3 Hr 48 i, @
X 15 345 FIALE B 73 BT A B, AKT FTEE AKT
AL 5 1S SRR RS A B BOAE TG I A AR e 1
PRIt , DS A P U AT LA 2% e A 5 e ' A0 A
ZHNE, AR KIM-1 #E 75,

6 -18

FI4ii A% -18 (interleukin -18, IL-18) f&—/
AT o100 22 000, BA ZFINHE 4 5 5 40 A A
T, BEEMIEA T 400, B 4iffd. FSRR4 (natural
killer, NK ) #1550 307 A, JF-5 220 B ERO |
I B G 8 VP 1 & Ak R s DDA o6 B TL-18 J2
— M ETA R F, BlJS # caspase-1 il 24 fif i £ 15
HE &Y —i5, © M IL-1B HA F 5 0 a2 i
729 R TL-18 i IL-18 3244 - o /BHINEE - 5
BRI EMES, N gaE ™, g %W
F (nuclear factor, NF) -«kB if2AC it 2 EHi1G, 175
S HAMARIEAN T [ ALFE MR IASER F (tumor necrosis
factor, TNF ) -o i FIE—% Y &8 (inducible
nitric oxide synthase, iNOS ) LK1k IH 1 HuAZ 40 iy
# 4k 5 1 (monocyte chemotactic protein, MCP ) -1
B W40 i 28 5E 25 A (macrophage inflammatory
protein, MIP) -2] () L, X8-I 3] P E W2
AT R 4 A B RSSO, TL-18 /Y
FHE AT RE S AL SR RS2 IR, S BB I E Bk,
A1 IL-18 7] BETENE PR 5 o (1 AR 22 L AN 4
JEEALTREEMEH, BRI B4R 45 Fhpin k g
AR R L R R AR, TL-18 IR R /NS bz 4 i
(T DT 5 LRSS 2R Ak o 725 b s BT (e -
HEE . AR ) SECERGE, IL-18 &5
FIRTFREE R HE T . CA MRS, 78 AKL 314
RERI BHT IL-18 15515 SR A2 0 8 )7 v vl LAY,
B0 SEBR L, AE AKT BRI - - R A
R, FAME IL-18 454 8 HiF A TR AL FE . o
XA R ER Y 3T ORI EE, RS
0~6 h JRIE P TL-18 i >60 pg/mL 5}, X}F AKI )

TN (E s, AR RS BE 401k 0.54 A1 0.82 17,
DR A 2 i WIS TL-18 WAL 15 o I Tt
B AR ARG 52 & WG . R 38 2 2 R Y
IL-18 Hilil 52 % (i), ARG HA RN, 2
W R, TL-18 FiLE i AKT MG, (HEAREME N
ZHEARFHBISER " IRA R HGE, A
J5i 52 8 PRI Y TL-18 R REFIRE A B AOAF TG A OG MY,

7

B LR BAR S 2o, A — 2 H A i AR A
X B 505 B9 I WA — R BOFE T, e A Bk
R, & JE T 2 212U H 7 (tissue inhibitors of
metalloproteinases-2, TIMP-2) | [R5 RFA K 145
4% M1 7 (insulin-like growth factor-binding protein 7,
IGFBP7) 4 ™20, HHOCH 43 Fhr & W E AKI i ff
2, (B E DIRERB BT TP T A & BURH ST
HRARIE o

g BRI, XHEE IR R s A IR 2, K
M2 AR PR BF T4 R 22 Sk, Horh mtDNA 1
AT B2 MU IR AR, 5 Bl A B2 0] b A
4.
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