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PEJLH4E 0k, 2 B B i (acute kidney injury, AKI) E 4
T A N ST 1 2 el B ) 780, 5 o 4 BRI LA 1 7 R A Y A
JFE . S 95 [ P S A 23 I R A AR R AT T — T 2 BRIE 5
T 7 4 B B 1 R UBE Y AKT &0 R 5T, AR NG I
AKL &5 HR 21.6%, JLFE Ry 33.7% , L AF N AKL AH G (1975
FEAN 23.9% , JLE N 13.8% ., [F N R AITTE PR BT, AKT 19 &
B 16.3% , &g PR A E AKT, 57 B 7 500 W 795 1 4 0
FE 0 5 60.6% . 0 AT T A AR 56 M SV B 5 (cardiac
surgery associated acute kidney injury, CSA-AKI) J2& 0 JJE T A
J& H L 0 B SR BT B R O R E 5
ARG A KA AR S fE R RS DT ARG AKT 9T
AL (5 B dol 26 M SR | 8 Bk 9 R A A JE ST 2 40
P e 1P R R A L P RE R A TR A A A Sl i i
T AT AT 8 R AEAE B9 200 3 D) RE R A2 #B S AR o RE SV Y
il 2 PR3, RAE A BT BRI > T AR R R T R A Ok — 4
FHCT ARG, I AR A 84
AKT 1 %2 Az 3 78 PSS B, S I8 W07 0 7 16 4 J2 ) 4
SARIT R BT AKI R A A I R X A H T 2
T 7 2 G 43 AKT 19 57 0192 W R UER S PRk, ATl B
Z 1 B OGB4 05 A bR R AT, R B 1 12
Wi S R i, S T AR R A VR R A DN A7 3 Ok b 22 1 g
HIEA, ASOW AKT K HAR G2 Wik i ¥ i — 4 A

OB 4 5 TR AR I R 45 & A R 4y

1 AKI W 7E X R EHSHiiR#
AKT 48 45 FE R 51 B IES RERTE, LABCE /N eR &
# (glomerular filtration rate, GFR) 7 J& i 8] T T [, 51 A
BRI = U BUIR K E A S B R BT A 2 9 S 4 B O R
f14 — o 7 T (9 6 PR 255 4 FiF 2012 4F 22 R B J0E 5 o 3% 795 TAE
41 (KDIGO) & Aii T8 i AKT Il PR 52 B de . B A Al g 17
2002 4 2 Pk 3 A7 BT A8 B i E 1) RIFLE 43 2032 Wb o Al
2005 AF 20 B 5407 199 465 A 1 AKT 32 Wik o 4% 1RO P, 42
T AKT 2 W 98 bR e, BH 455 LT R L2 — % R A] 92
i AKI: (1)48 h P ILALEF (serum creatinine, SCr) F & i i
26.5 wmol/L(0.3 mg/dL) ; (2)SCr Ft i #8 32f FEfilt 1.5 £% (5 k
M A 7Td R E); (3)RE<0.5 ml/ (kg-h), A 6 h
AL (B PR e 3038 AR Ay 0 O o B 85 Bk A PR S A9 L i
i J5 RS BAY PR A D ), o SCr (9 T R SR HIE AKT &
A A AT ER
SCr 1y 28 1 (1 ST e B /N Bk U 5k Dh B R 4%, IR )
AT, SR SCr X5 AKI i 54012 18 A R BRA% , SCr 1k BEAS
A 32 B U 375 AR B 0 8 R 1 38 32 A AR ) 2 S R L e 2 ) 1 5
W o S b, E I RO A i A DD REAEAEAR R AR 22 R A
SRR LF I BB B e AKT 0T B T B 1 B AR
SCr /KA AT i IF & sl AU Th @, Rk SCr A — 5 fig K i
AL S e B 2y B KT M ) BB AE R AKT B2 738 L
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B BE 32 #t 48-72 h J5 ,SCr A W T+, Btk SCr £ F AKI
M SO TUJS RIS Ak, 4R — RO 1 BURR P R A
FIHZ I AKT (985 385 4 BN B 58 10 B

2 CSA-AKI BEHi2HitrEW

2.1 PR A B B B R G AR T 32 288K 11 (neutrophil gelati-
nase—associated lipocalin, NGAL) NGAL iz & E AKX
WG — B3, FRAR iz 20 2 11 2 B 24p3 , 5 0 2 Mk 4
L P 4 3ot 4 Ak A T ASUR T 3 S e 1 — T BB 5 D G i S A
ZEG WY, NGAL 43 T N & AL 2R 54 i 5 i HG 25
7> T RABRFR IR AR M . Vaidya %09 % BUIE % HLACIK B F
NGAL AL AE 58 o b A0 I BT IR — AR A 1 7 ) (o
4y K S ) A B, AR 2 A 48 E R0 g st A 1 22 ol
AW ATF IR R LR SOE SO AR IE )
T L% S 75 A NGAL, NGAL S ML T 4R G 38 1 b 20 1 Jek
e i) — R Sy, H T TR AR A NGAL 5 2k 2 1A 45
A RREE RIS — R AR PR, WL AR 58 M R B T 8
I3 NGAL /K- Fh 7,

Srisawat 25 AT 5T & B, X L X ATV A A B
kAl NGAL 19 TF 8 #2718 B 2 BE 19 3R , AKT 4119 NGAL /K1
T T X B2 X 38 NGAL X AKI 19 % A B AR i 321
YERT. T F &8 AKL #9 S B KOF 19 NGAL W 8 75 9
FEEW LT, SET-41 NGAL KV M A4l 2 50 1,
Parikh %512 3 NGAL Xt Fi2 1 248 1 & B 40 10 A AR 4T 11
BB ONGAL 1 b FH7K V- 55 B M (A BB SR 1 7K P A7 Jk 35 4 O
P, 95 GFR A 3 19 51, X B 2 fil 460405 45 A 47 0 T sk
. Gabbard % ™ WL R BN, TEHEZ OB (car-
dopulmonary bypass, CPB) J& NGAL #%% T SCr fig 8 £ 12
i AKT, B A6 00 i FR 1 48-72 h 45 %6 & 2 h, ANt NGAL 7155
PRI s e SCr B R L 7RIS W AKT R4 Sk B0k NGAL
5N & bRk SCr AL, 10 B CPB ARJ5 2 h NGAL K15
g I 7 T R B B AKL RREEHE A 56 . AR Z W5 7R ,NGAL
SR WIS W AKL 8 5 i bR, H 0N AKL & E i BT
SCr, NGAL ¥ 4l 2 Iy AKT 19— B g T B F5 4%
2.2 JFRUHR T BR 45 & % A (liver fatty acid—binding protein, .-
FABP) L-FABP Xk FABPI 5k Z-% 1, ZIEHRR 45 & & 1
KW — B M F R 14.4x10°, & F 127 HE IR 5%
B2 A NEINTEREE S, T2 A0 A T EL 3h U I E /)
1% WE O W RS SE AL . L-FABP 2 AT IE P4 0k — 32 3 49 B
7 R 45 2R 1, o JHIE PN A B0 5T 2R P10 2%~5%"%, L-FABP
W5 258 B A A AT Y K B AR I R 4G A B
%3 P T BRI AN AR AL SRR ZE G IS IR AR AR
WA DI AR, R L-FABP nJ 3 47 i [ B A 05 0 A4 it
I AE MR R 0 G BB AR T R A S O A5 77 7 3ot R o G AR
JHTS, Yan 51950 5o (R AMIF IR S L-FABP A 4% 38 1 HT 44k

TPk AL e i B L B R g Ak R AT
Yo 52 B AL N . L-FABP W 5 il BS IR T2 (free fatty acids,
FFAs) 45 &, B 1 FFAs B0 o 000 9 il R 38 A W00 22 R —y
A T B 2R MU T DR N AR Y P e A B SO 0 ) S8 i TR
T B HR R AR PR R N SR B NE DT

1E AKI I, L-FABP AT EA B A4 45 1, i HoxF T B e
BN S G B T O FLE T SCr TR i
FELOE Y PR L-FABP 12 Wi BE M B 95 97 B0 AKT B T 7t
JE A, & B L-FABP 1) 75 48 7% B T B 14 T B BB 4 £
A RS . Parikh 58P0 HETT 19 22 oo BRI R 5 s, AKT 20
L-FABP 7£ 6 h ik W 8, H - JHE B4 SCr iy, ¥ L-
FABP 5 ¥ #11i 4> 7—1 (kidney injury molecule—1, KIM-1) |
NGAL %5 18 b I £ VP A 28 38 B JUE 468 495 st 32 w0 K K 4 J1 AKI
K kB, [ i % R G L-FABP 57K V- 5 Bl S B %
REZ W IE I, L-FABP (97t &5 15 AKIL 1 & A4 o R B HUS %
YIAE i i 2 L-FABP ] LIR30 % B0 AKL, JF-T5000 B 0
9o 119 HE J  L—FABP H4-J2 35 35 1 /NG5 450095 19 — > O 75 1)
FEHR o
23 KIM-1 KIM-1 & T 285 A& A —Fh, Hoh
Ichimura 55721 1998 4F 7£ M 58 K R i — P98 142 ' 460 43 7
16 ST R B A AE T BE I BE IR K T K35 F Th2 40 o
KIM-1 #0443 7 B dE o 10.4x10°, i 334 A& IE IR ¥ 91 40,
PO G S BR AR (PR 28 A R B 2 PR 25 A 18 Ichimura 5712
5T Won  KIM-1 7615 5 5 A2 IR IG B A b L AR
I TR 22 Fh 208 B R & A I KIM -1 3% 3k 2 3 3
Mt e M NS BTN KIM -1 KB 38308 T 48 10 B /A%
B AR N A I T 0 R e, DA
A7 A MR I A0 M 7 T R e e P R T T A i
DA A e T L ) G RS R G B e SRR . KIM-1 B
T R B G B AR AL n)RE R B R A TR A R 0
AH R BB R

W52 I AKL B B /NE - B 410 3k 1 KIM-1 1
B A 3 e DX AT 7E 42 Jad 4 1 AR R 24 A B 94 0 40 B A1 R
ABR M AE BRI PR Rk, FLIR KIM—1 7KSF- 14140 KIM—
1 KF 2 IEAR K, I KIM-1 68 52 1% 30 i B /N8 1 33 103 1
BRI R AKL ™ AR, B S OE B 5T 4 B Bl ik
A ARG K AR 38 5 70 B 0 1 B B R B KIM-1 fE RS 6
h A ARFTIEAR K1 1.6 75, TEARST 24 h iKW (H , A ARHTAKT
1 3.5 £, BAJG 48 h KIM=1 A4 55 i K -, T2 W ' 4
Vil & bR fE—SCr ZEARJE 48 h A W E T KIM-1 % 5 5t 13
B2 Wk BE AL T SCr, & 8% KIM—1 NGAL M TL—18 1 45
H2 W AKT (8RN B % 8 F SCr,
2.4 MicroRNAs MicroRNAs J& N I M ™ 2E /Y 21~25 % AT
R i k4% AR S mRNAs, MicroRNAs ™32 /775 T 3% L s il
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Wy B NAVR P, AT GRsr bk PR R 5 300 R 9 k2 3k 1 R
PP

MicroRNAs 7£ AKI /5 H (¥ 3F 4 J& FH 3 s /N 45 2% 1
P Dicer Bk #Y /N BUSE RISIE 5292 Dicer J& MicroRNAs 2 i
FERR R OCHE R , FERCMBERL R SR N IE R B AL
2 UNREIEH . SR, 78 28 1 XM B 1 - T 4R 455 (ischemia—
reperfusion injury, IRD) J& , 5 i) &5 9 95 A /1N BUMT HE , 2% 4 1k
Dicer it bk 19 /Iy BUEF T X TRT A9 4G H0 A8 0 W1 2 18 i . 3ok
Dicer & MicroRNAs 7& 8 1fil P4 AKT H i 5 B A= B/E R4t T
HEAR S

Shapiro %57 fY 52 55 K48 1E I . TRT 5 30 MicroRNAs 3K ik
PN TRD, T 3 o 2 8 1 S ) T LA S ' R TR 114 — b 2B 4 2
PR W M Ah  Liu 58PS BIF 5 3E — DR 52 . 15 %0 B2 A 1L TRT
ANELIY B R R 76 B MicroRNAs IR K TR AT 2 fi5 & LU
s, Horp 36 A MicroRNAs 119 26 i 7K - - 5,40 Ff Mi-
croRNAs £ IEKP TR, X i — 2D HiE 9 MicroRNAs KI5 Fl
e T KA A5 A ] B2 B IE TR (9 2 92 AR 0
2.5 JJEHIZE C (Cystatin C, CysC)  CysC P9 I 2 b i
TR0, R AR T A A AT O A B S e A
I 15T B2 R R RN N ER B R g A N B
IO A RS BE B B /INE TS HEIE . CysC AR 32 R
AR e LR A ey N G 71 IR R AN G A S
/N, 5 SCr AL, ML CysC X1 AKT B 68, i i
PR, CysC J& Ul ICU 8 35 & 2B AKT (9 R 47 A= b s
Y. 53 AME AKT R PRI IR i 2] CysC, I Bk 42 E
Sy 5 B N A R A BRI AR AR H B (Y — T oY Y
R LG CysC W0 AR SMIE R F AR5 AKL [ & A i Ay o
S5 T B ) 0 A AR A ThTAE AR T B A A R 32
BN, M7E CysC AW H i C #E ST 1 AT 3 16 R 5 B
8 RS o AR 1 23 AT 7 5 5 PR CysC R B AR 22 T /D
ELF TR 0 A B e A R (S I R 38 B R SO MBS
HE— BT
3 &iE

AT, Xk T B 48 00 b s 1 O I 9 22 B0 T e R I g e
ik AKL 2 bR 54, w) DATE B 4405 & AR 5 AR 0[] 1 i 4
W E] A AT CSA-AKT 1Y 012 W0, A B T4 755 1 PR TR 97 2%
JER AW UGS W 1 &, IR Sk B 08 R UE R
RIS RBUS AT B0, A W hs 25 e AKL o 1l R 17
P AFAE G AR 21 K10 R R T35, R TG, 0 % s 2
SRR AT
4 BEHK
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