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OB Z ) 2 R g AR AR AR LR R O
MRS I g o A R S5 D) R 4k 35 A SO0 A il A Y BRE
TR ARORSE o R P9 22 00 55 DR RE AR 45 F B SRR O IR
KA 2B e, o 20 O LA B (acute myocardial
infarction, AMI) , ] 3@ o 22 Fp AL 41 5 2 2P B 145 Cacute
kidney injury , AKL) , 2 1] 3 BOBAEDE R, b 838 19 U5 1
JE™EE AN BERE A o RO O JIE Bl 2 f AMISE SOR, BR O
JULE A5 b 25 0 e WUWLAS 28 11 T8 A, 3 A7 78 O WLGR I
FUE I , A5 O LR IR SCAE AR B A e it 1 0 R BT 2
S T B A B Q B AR A PR 5 i i AR A — B
A7 O LB 2R B3 B 2 B i gl S, DL RO R Bl ik i
52 5P R IE S A e R S Bk 28, H T AKL Y E A S
N 2012 4 2 35 4 BRE I TS 21 41 (KDIGO ) 12 Wi s 1™
(WL 1), € SO RNt BLRY B 2 RE DRt iR | €045 £

BB NERUE 1 F (eGFR) T B VAT = W0k 8 JF P K
FL T RO 25 L . Kaltsas 257 (1 Z5 56 43 BT 25 5 1 7R
AMI B AKI Y & 25 %0 15.8% . AMIJG & A= AKI T %
AL 30 d NTRS 322, 1 AR NI LSRR & A AKL AR 3
BN T 2~ 345, Chalikias 254 1 B 15 (H 057 Bt 37 B 1)
5.64F) AMI I % AKT % 5 2 B, 9F & AKT B8 3 B FE %
AR AKT B 1 345, OB FH T 5 B DRy
HEATHOWAL . eAh, BT AMIJS & A AKL Y & HL I 52 2
UL, T AMI-AKI /Y & 55 AL 1547 7 1A W, 468 %
AMI J AKT B2 Wik 25400 0 38 2 L B 0 00 A5 40 ) 2 ST
XTI B (BEAC R RS E ETRR JLh

—. REAEFIE
AMI 5 & A AKT A BEAE A BILT) B 52 2%, 5 R

R ER B R2 A AR ED

5339 i YLEF PR 4

I 24 % {H FF 7 =0.3 mg/d1(26.5 wmol/L) ; B 50% < #¢ FE Al {H T < 100% <0.5ml-kg'+h';6 h<#FZERHA] < 12 h

1T 3 100% < BRI THE < 200% <05 ml-kg'-h'; 12 h<f#Zimt[A] < 24 h

I 183 4 X E T} 55 =4 mg/d1(353.6 wmol/L) ; B HERR (L TH 5 =200% ; BT 4 <03 ml-kg'-h"; FFLEmti] =24 ha{ IR =12 h

PR AIAYT s BT /N ERIEIE R < 35 ml-min™+ (1.73 m?) " (< 18 %)
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UL I3 8h 77 2 KR i 2 SR . 3R i sh
ML S b 2 R AIL T R M SN 5 e e R - AR
BOCBEVRE N 2 T E S (U0 Rho M G 12U 5 ith 48 143
il 3 1% | 22 4 DTG A AR RO OE ) TR AE AR EILET Y
T AT Z R R AH R . A SCE A F O A E IR
395 B AR B 2E AL, R A 0 B VR 9 B AR B 2 AL
16 5 ZH 2 I SRS KRR

L. I3 3h J7 2 AL AT A U5 A A A PR I 3 3
F12E R BHAMLJF AKLAY &R o 10 0 A 35 3k 1A
U LAE B Bs) o AL 200 Jf AT o 378 A4 17 9 2>+ 300 dfe i s 48, o0
UL A s 246 3 T B, 28 T A A s e A B U ot 9
kD 7E B A 1 AL AR P S R E T A 0 A i
S5 14 I A4 L, A Sl J e R, B U I I O v aE — 25 ek
A FECE AR T RES ., H T A SR A, AMI S
T 0 R B T B S, SO JUE S 70 A 184 T LV A A 22 0
A I SN U (1l N 0 ol Y20 N2 1R 8
N 28 P S T T A I I Y 9 AR A i B 4 L A I
1 45 fili 3 Jok 384 o s 8 J O I, v KO (CVP) T
SECE R I, BN RS R (GFR) TR, AR H
KB, A8 4% 2 56 R B Ik 55 B H5 B R (CABG) Y AMI & 3%
W, = CVP SR AKL & AR R H AR CVP & T 5 (43.32% L
7.54% ,P <0.001), H & CVP 41 & % I & AKI B3 09 15 e
T O 25, W 2 RS B R AR YT UL, A2
FUN CVP T o] F 0 AKL A & 42 o AN, B ik
ML AR T B S 2T 24k 41 TR A Ay R o U483 45

2 AR MR B AL (D) MO - A kRO
AR BE A, A8 b 28 24 , ML B 2R - il A5 5k 3% - T
RO, i Sk 2T R R 4 s, — )y T
L7 A, B O AL T D B NERGE I R R R, TR
GFR TR, 1t 1M 3 BB D e T B o A1 T 178 o o R 40 4
FH LR B K Bh B8 L A0 B B HE N B A LR, BILAA
FEAE I R IR 2 R 3 B R G . S —
AN I Bk 3R T B I I R AT B N 4 i e
PR i AR T A TN = 0 N A DR A A R 9%
T — A 30005 10045, AT 52 W R B B B R B BR
B 2% - I R i 2R - T R A B R DA, 4 A
EKMME RIS E (LT LIRE BEARMEE N
B A A i A BEEE CAn A IE mT SR R ) [ RE R
o, AERT VR TSR (R AL R R X 2 = AR s o,
CVP T}, 3l o b 3 1 3 8 7 2% BL ] ik — 25 fin & I
A, B DIRE T R ST A 0, B0 WL 25 A
fiE e MR O ) R0 5 T8 OB IR IR, 3t 2 Y AT A
W] A 5 ZEEOR LG 2 —" (2) Fe e B 4 P R R F LR
b 7 3 s — S G g2 Je 5 Ve RN BT 0 i R 3K B8 T o
(TNF-a) . HAIMIA 2 (IL) -1 IL-6 . IL- 18 o g iF 52 A fi¢
HEAKL I &2 o IL-1 . 10-6 55 ol 45 4550 ILAN AR , HLAAS I 7%
PEIRAZ B, LI i e 70 T e i 4800 AR 1E I , e O A 4R o
AT RS o AL, F ARG B DR T v R i A 3

PRSI, TSR] K I AR A B . Sk oA Sy
22 FhORL A A 2 ) 38 B, e il 75 3 (ischemia reperfusion
injury , IRD) 45 473 J2& Ho v 22 — o A 15404 i 390 0F 99008 52 4%
[N T «B {5 538 3% B0 5 IR A4 28 1Pk S 0 T 1B A 56, X 7T
FE 55 0 R A% TR B A0 ) 0 9 o B AN T A ]
AL R A 25 R T TS AKT R & A, A gz 25 el fif
PO R AR A T A R A B A S A IO R
B, AR OKSF R AR . B B 20 W A A 4 v
FOBEAZ T E2 A1 56 R 7 23 %, Wl 59 22 4R AL R
B B, S A R TR I FR A B IR AKX
T2 T et 1 T B A5 R AR N AN R T, R
RNE SN, 30 A% K B A5 5 38 B 195 Ak, DA ] 4
AB I B (3) B VR PR 2 ¢ B U R 2R I R R LY
B R 2 — . 7 KA AMIIE, Sk B 5 K B8 306 R 32
BREAGRYT , Tk 5 2 e AN ] 2D G A X R TR R
SRR /NG I ST B B B B Al B R L A
WL B H R At B 8145 (contrast - induced acute
kidney injury, C1- AKI) ™ Wi 28" ifF 55 278 AMI &
CI-AKI % 4 53K 14.2% , H CI-AKT & B Z 56 T 8B M i
Sy T R F (HR=2.76, 95%CI 1.61 ~4.73, P <0.001) .
1 CI- AKI 19 & A 502 75 5 35 7 o /N G I i L
Narula Z0% B AMIJ5 I % C1- AKI H 3 s 52 50 4l 70
BRI TR (i 5 500 42 b ALK 245 ml L 225 ml,
P=0.003) , H 1% 52 5 F 5 34 2 C1- AKT B 2 7 750 I PR 5
(&SR H & A8 0 10 ml, HR=1.02, 95%CI 1.00 ~ 1.03,
P=0.005) . A, Z AW H R 5 AMLJE & A2 AKL A
Ko Sun F"EIIT K AKLF 0] BRI E A SR BRI K
AKI 55 (62.7% ¥ 35.0% , P=0.004 ) , {5 FHF| JR 7 2 AMI £
FARSFIA YT (OR=1.867,95% CI 1.220 ~ 2.856, P=0.019) %
FARIEIT (OR=1.723,95%CI 1.122 ~ 2.650, P=0.012) J5 If:
& AKL I FE B R 2% o T RE 5 ORS8RI DR R BRI T
O B IRV L HL T e A T R A EE L A i
S W A3 DG, 33K A1 2 Ay ] 7 25 Sk 8 670 A B A 4 5 4 P
PR ) R 22— At i A 5 Tk 2R e 9 ) 5
(ACEID) . Ifl & 5 5K R Z AR F5 5177 (ARB) B9 AN & #0 FH
Al EAMLJE & A AKL JR R 32 B ACEVARB HA 7 7k
A AR R, B ER /NSl K 1 R 225 T AR/ Bl ik,
15 B/ NEk g I R %, GFR B#AIG , 4 (A 3 R Ui An
PG R, 534N I A U FIN L IR A R A T S0
WEVE FEAS B R LR R 2 — . Ay SCHk R & f F ACEY
ARB 51 2 AKI ) XUBS 182 A7 Bl 45 ' DI RE T B8 1 184
HAE A R4 48 1] ACEVARB 7] BE 23 th B AKI 25 A B
HEf H B ) W FR A A TS A 4 bR R B ) 2 7
i, SV £ AR TR KT U™

T AMIEZEAKINBREZE
BARITAEFTA B9 AMI R 3B 3201 & AKT HAT S fa R
F B R AKL B RURS: B a7, 7 B0 AR = A v G
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T, W05 AKLAS A o B0AT B0 R BT ST 46 SR,
I A I A R I A5 T B AMILG & A AKLI AR -

L. Y s A7 2 R B0 AMI B 5 9 4F 3% 2 CI-AKI 94
SERR N, 5Ok KR CI-AKT 4R LG, & A= CI- AKT 41 4E
W4 =75 % i R FH I £ (24.0% 1 15.3% , P < 0.001) , Hi%Zk
AL TR XS B B (HR=1.05, 95%CI 1.04 ~ 1.06, P <
0.001)™, Grams 55" A& I AR A1 108 8K 1 JE AKT Y AR
s DRI 8k g, LA P 4 A 9 eGFR B 17 A9 R 1 2 /L
fif- Hj{ﬁ(urinary albumin to creatinine ratio, UACR) ¥ 22 &,
AP X AKL A8 IR 11452 T sl ik 553 o DAL 2 A SR A St %
R Z A TR EE I R LR B A, AT T AR R S
FHZG s W) 2B o A I AR AR TR AR B AR R B,

2. =7 IMLAE : Moriyama %5 P23 a5 X He 8 35 A Be B 9 i
WK B AKT 4L S B9 A 7K S 4 4k AKT 41 88 3% T
[(222+105) mg/dl F (166 +69) mg/dl, P <0.001; 1 mg/dl=
0.0555 mmol/L], H. % A B i () 555 10088 7K S J2& & 4= AKI
Ay A <7 35 90 7 (OR=1.10, 95%CI 1.03 ~ 1.18, P=0.02) .
Marenzi 25 200 (A B i) AR P i B (8 (LR £k 1 2
EAME) A (M EZ L S E Z 2 WA
1) BUIC FUTT A B IS A I8 A, & 390 2 8 e o A A B
A VAl BE B A 1 B0 AKIL % 42 o Stolker 252438 1 2 56
ik 38 5 I &8 28 B s/ R Bl kA AR 97 (PCL) F= R i B i) Bt
B IR A DEAG AR BE R 19 AMIT S TR 5 & 4= C1-AKI
B XU, 245 S & 30 I B /KO B s Sl B PR 9 B 3 T & CIL-
AKI XU #5 K (OR=2.14, 95%CI 1.46 ~3.14, P <0.05) , %
e I T B0 AMI R 5 AKT () % 2 UG o

3. WL KR AR T 4 0 B UE S AL AT
ARE . G FE BIBAE AT T 1 124 4] AMI A BE &5 1
I ARG RE, 45 R 2 AMT B 35 & 28 AKT B9 30 7 £5 6 &R
£ 3% AE I > 60 % (OR=1.04, 95% CI 1.02~1.05, P<
0.001) . /& Il & (OR=2.51, 95%CI 1.62 ~3.87, P <0.001) .
8k B IE % (OR=3.52, 95% CI 2.01 ~ 6.16, P <0.001) .
Killip 43 %% = I %% (OR=5.22,95%CI 3.07 ~ 8.87, P <0.001) .
I3z T BE O LR BE (OR=3.02, 95% CI 1.85~4.93, P<
0.001) . fff FH mk 2£ % (OR=1.02, 95% CI 1.02~1.03, P <
0.001) F1 7 ffi F§ ACEIVARB (OR=1.58, 95%CI 1.04 ~2.40,
P=0.032) %™ 48 P 5 il e B RS2 1 B /N ER P 28 R T T
R ECE NERE e Ab (BRI A I S B KO b gk
— B R EOE S 0 A D) RE A A B IRE R
R o STk i He B ABR /NSl K B /N ) Bl ik AT & AR
B PR IR R LT A R BEIR AL, B Py B T A e JE R YR
[, DRI, 78 BB 2 A AMIT IS 200 7 s 4 ol 0L s /b R
I & AKL TGRS

4. RAMBERRT-A 24 AMI A AB Y7 55 W sl A it ik 3
WET (TR e A T) AR, IR L
TAT CABG ., A PR 841 1% 1ir 30 BF 90 45 2R W, 482 32 3
CABG B SMIE R 4H 5 35 10 AKT % 28 R I i TR A 4
TG R4 (35.64% X 22.77% , P=0.004 ) , T 19 25 55 2 19 955 4

BRBENFREF TG FE L, 75 B IRATH S £
BLH e — B R . AT K& BT AR P 20 200 i 7 L HL
308 A ) 38 0 B AR AR )2 CABG R R & 4
AKI B2 37 e 6 PR 227

5. AMIZEH AR BEHBAL . BUA R EHFFTUEI , AMT
TETE ST BE4R 2 B0 WU AT | 22 S0 738 1 )12 Wi RE O ILRE
R BE T S kA AKL, HUE W 22 . Abe 5™ W5
RN T 1954 19 43 ) FRA RS E O U LN R E B0
S ST B 4 i B0 ILAE BE R ST B4 w8 800 LA BE 1) 8
LB RS E AL SO B AKL KA RN 4.24% 5 A
FoE L0 8 /AR ST B4 i 0.0 WUAE P8 58 5 10.7% 5 ST
BoAf s AL AR BE 28 3 s, O 16.1% , H ] LU 25 S
Biit2E i L (P <0.01) . A2 RIA ST Bda & i
WA B 5B 3 AH 4T Al ST B = 0 WL AT/ AN A2 B0
259 M AR S b et Bk 25 A E B T B A AKL, HoiZ 2 R
R A AKL G F R 2 5E B 0 KU B8 &, A = E XA ST
BrAt = B0 WUAESE G PCL AR 43 33647 3 A-H 1B (30 d
VAR K B DT 28 55 BB T , &% BLA IF AKI % 53R AKL R
F AL T R W m BT 30 d: 13.5% H 4.5% ; Bl 1 4F
18.6% Lt 7.2% ; B 15 2 wi (I K B ] 5.52 4F ) : 23.3% I
10.8%], Wang 55 & B2 1 BE O JLEE JE 2 AMI fE 35
KA AKL Y 3l ST G 56 R (OR=3.02, 95%CI 1.85 ~ 4.93,
P<0.001), Al RESRIZ B EHA L RA LIRERT 2
PR O T W FE R DR R ECC R b, fEE
DN A O 08 A 1 B R BEO L AL AT g 2 3 i cvP
B, SR & A2 AKIPY, 385 24 35 & 0 22 S 3ek Bkois 7%
A B A AKT & A SR I HE N N 2 IR PCLIG YT £ 300W
AR ] IE— 25 I AKL AN B0 fili 1M 55 = 14 0 A R R 4
HIFET- 3R, — I Meta 53T 7R 6 Bk 22 SO A8 41 R 3 B
SR B AR AL A B AR Y 0 2 3R AR 41 I & AKT 1Y
R T 15 (OR=1.32,95%CI 1.05 ~ 1.65, P=0.02) ™', &4
BRI L IO B F R AL TR IR A B H I H 3
AR R R AR N AE T F Al ST U B - (HR=2.60, 95%
CI 1.27 ~5.31,P=0.009) ™, iX L hF 5% 3% B 22 395 78 ] 14
TR AKT A AU, H 2 5 23 5% i) R K TS ] g ik
o ZEAE— 25 I AR TR B I 5L

BEAN B A AR 22 R R WUIE RES | DR R 7K T i P9 45 35
AT AMI G AKT 9 XUBS | 3 26 PR3 A I IR B A 1 5 ke
E,

=. AMIFH % AKI B9 R HHi12 BT

Az Wy 2 b R ) DA B SIS A X L e B v e AR
WIS WA WO 2 A B TR MR KR
4 A A7 0 330t 2 3 A SR R TF 9 A

LoD AR &9 (1) 0 JE 5 i 17 iR 25 4 3 14 (heart
type-fatty acid binding protein, H-FABP) : ig Jj ik 4% & &
S — TR N 7 R RN 5% i ) TS i 3 240 B P A ) B
JT, H-FABP J& JL G0 v i A 22— o A7 Rt SCHR A 7
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O UL 44 B 45 455 0 AMIIRE , H- FABP £ Bl AL, R I
H-FABP T+ ol g A5 B T AMIL A9 20192 W7 . A5 22 E A
T A B Hi B8 AL AMI S5 % H-FABP | JULFR I8 5 [7) T/ . JUL2T
AL IUILES 2 E 1K, 85 oAt 3 Fh bR 2 4 41
It , H-FABP #8841 5% 25 (H-FABP : 87.3% ; JULTR 34 it W) T
i 41.5% 5 WLLL B 11 : 64.2% 5 0 WLLAS 26 11 1:21.8% )7,
BEAN , H-FABP JH 55 X F Bl AMI 4 f0 Wi5 thoA B2 &
X, ARG §on H-FABP 5 AMIJ5 /) IRIAH 3¢, H. H-FABP
A Ay Vi) 22 2 e S AR 20 Tk i e R e ik ot 38 % B R I )
FRP, A BF5E 45 7% H-FABP 5 2 V56 bk 25 4 1iF 8 35 4E
TR AN B0 078 2 R 1 R A A 6, (2) A K i
5 HEH 2 85 1 (growth ST imulation expressed gene 2, ST2) |
11.-33 . B &I FI| 44 BK (B-type natriuretic peptide, BNP) : — 1iii
AT AMI FR # PCIL R J5 ST2 \1L-33 . BNP /K P-4 8 R |
O I 45 SR (major adverse cardiovascular event, MACE )
TRIAE F R BT 55 22 W, 47 MACE 4H 38 3% %5 J6 MACE 41 [ %
ST2 . 1L-33 . BNP 7K V-5 &, Jf H.5 56 ks 78 1 2 B i iF
AHSEH XK ST2 L IL-33 . BNP X 150 5 ik o 728 72 3
MACE A HZE X, fEHIA A ST2 )& IL-1 Z R F Y
AL, 1L-33 /5 ST2 45 A I SZ R BLAA , & 145 A 3 T
12 R T w B A [ B 498 4 M s M, 55 A T L SHL DRy SR At 240
JiL R X LR S R AR PR T . A K 0 SOk T
BNP 5.0 L il SO LA M B3 45 40 G o A3 228 R L, ST
B v 0 LA E 58 5 A BE s Y BNP K, JGig 2 75 ik
AT EMAE B PR RE | 3594 T CT- AKT A9 0 (B, (X S6 38 b
TE R AML I 2 1545 28 HAE T, sl 48 05 306 G g A
XoF AMI Y S0 2 75 B A T S, AT il 2 B Atk R I R AT 52 E
S, (3) H-FABP X A5 SRR JILES 26 14 - A5 SC Rk Hi i 5 0 %
AMI (4 B 391 0T e 3 2 A% B IO 00 R IR 4 R BB T
R AML R B2 WG+ 2. H-FABP 8 4% G i
WA TR WLET R A 0 R r TR 2
AMI, {H7E—T M35 H & 3L, H-FABP 55 U ULES 2 (A 4
Lo AR S ERRAIR (19% EE 79% )™, AT fig 19 J5 R 2 H-FABP 7K
V-7 BB E T B RZ N 1R 22 BB A TR N SR B AT BE O A TE
M WE RS, S BCH-FABP /K VI R Ab TR K, 520 H
RS, R, A5 24 3 B U7 AMT 2 W7 2 11300 P9 o B
iz FH H-FABP 1) - 01 08 M 5 OB LS 26 1 ke S L A
TXF AMI 2 1O I 28 A7 B 4 1 A s A1

bR T L3k 3R A bR S A B V2 AR AR BIE S S
AMIJ& AKIAT 56, 4 TNF-o 55, {HIX B8543 1R R AN 7
T LR A W PR X 96 3 57 AH BE 192 Wi A AL | DU v
12 Wi 1 SRR R S

20 BMEAR &AW (1) K 4k E T 15 (growth
differentiation factor-15, GDF-15) : Sun Z"1IF 5% GDF-15 7]
5 0 THI AMI S5 25 % 2 AKT A 390 P9 26 T KU 1) 45 4 -
M ATAR A GDF-15 7K P-4 5835 43y 3 20, 45 1 Wb Hh ) ok
SF-4H (OR=2.93,95%CI 1.46 ~ 5.89 , P=0.003 ) Fl &% i /K F-£H
(OR=3.72,95%CI 1.87 ~7.39, P < 0.001) & # & /& AKI 1y

AR & F BG4l . GDF-15 T /& AMI & & AKI Ay
S SE I ] Z (GDF-15 434011 1 000 ng/L, OR=2.395, 95%CI
1.020 ~ 5.626, P=0.045) . Kaplan - Meier 4= 17 43 HT &5 4t i
7N, e GDF-15 7K -2 AMI ZE 3511 30 d P4 R AE T KUK 14
Jin(OR=29.895, P < 0.001) , % GDF-15 J& i Il AMI IfiL iz
Hd 5 O AR US04 AR R K
GDF-15 7K - [v] B 52 .0 I 1B R ) B8 52 M, PR E , GDF -
15 2 W0 AMT S & 24 AKT B9 5 A E B 2 Widr 590
(2) v P 48 i W9 g il A OC i J5T 4% (neutrophil gelatinase -
associated lipocalin,, NGAL) : A Kim SRk IR 18 5 NGAL nl 7
eGFR | ML 75 LEFAE b 2 5 B0 AKT A9 & 2E o Duan 643l
T FHE ST A B AMI AR R RS DN ] P i T 20U s
B bR S NGAL | 1L- 18 FUAT BUIR B R 45 4 28 1 (liver-
type fatty acid binding protein, L-FABP) 7K, & #{ AMI #
)5 NGAL (IL-18 | L-FABP /K V- ¥ i 25 18 &, BT LI K
T o AEE AR AE WG K AKL (bR 29 & T = H R
L) RE M B /NG 105 ) BT R A IR R U5 1 AR A AL
F U] NGAL | IL- 18 F L-FABP F} = 1 & /2 5 1 H0 AMT 5
KA AKT I FE bR o AR PR AH 3 A 0 7 0 JIEF R 5 AKT K
4l AKI B3 TR NGAL K 1L-18 /K J5 A& 88, AKT 41 NGAL &
TL- 18 7K P 5 AR i B S 3 5, LG8 L3S i AR B i i R
WUEF# IE (NGAL/Uer; IL-18/Uer ) ¥ 55 T4 AKI 41, 2%
NGAL X AMI 4 2 75 9 & AKI A3 5 1 A9 W (6 . (3)
FR - JIF 14 g Wi B8 45 & 25 11 (urinary liver - type fatty acid
binding protein , U-L-FABP) : U-L-FABP 4= F Hl A A 5%
A8 AR N O 09 3 i /NS T A R SR B2 T AKT Y
AW br ) . Matsumori G T 2P e ik 45 A AF
H CHod 223 AMIL R ) T EE 56 ko 48 28 35 A B i &
PCI AR5 24 h J5 1 U-L-FABP | J& 4 8 14 Je Hofh 1M 35 35 4
%I AMI B 3 1035 U-L-FABP 45 3F 56 ko 25 2 3% i 2 44
1= L BT A A BB AE R 1Y U-L-FABP (P=0.047) il
PRI (P <0.001) 7K F 258 TR . i
R R G, o 45 R4 78 R J5 85 U-L-FABP /K- J& ™ i
DA R =R B M ST 5 R 2R (P=0.019) , 201 5 bk 25
A AF T I Gl 2 TR B R R E O SO AR A BH 25 2R
PRI g AML 51 1) fi 40 B P J 463473 AT fof i 5 i M i 44
T, 3 A e A T S B A R A P A A
587 AR AR S NTRS = 4= AN 4 DK /T <y S U
HU-L- FABP 19 %% stk B e 125 i U B2 104 16 5 5 /N8 e af.
T4 TG 1 (4) 13 4R 3 25 11 C K % Jr B (C - terminal
agrin fragment , CAF ) : CAF J& B /NER F1 B /N5 356 e 58 ) 2
FI 2200, WF 98 % B0 5 B ) i D 8 1 R i ' /N4 )
RERE AT A 56, A S EKI T AMI AR I 3% AR i
CAF \NGAL IL-18 Fl 411 % C (cystatin C, Cys C) /K-, &
PR CAF X AKT Y T0I A6 5 5 NGAL FHARL, 08+ HoAh 5
OIS, FEIARE N RZERNZ AR R ]
A IR CAF Th 5 45 8% J2& 00 AKT 9 ot 57 16 B [ % (OR=
1.35,95%CI 1.05 ~ 1.74, P < 0.05) , H % B F e T- WA
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B4 () U A {8 (OR=2.50, 95%CI 1.02 ~ 6.20, P=0.04) .
{0 FAER HUEE T 400 A6 o B iz g5 e 4
TEHE— I E , (5) uACR ; Tziakas ZEC I T AMI 33 A
B IS 0 . bR Hh NGAL | IL- 18, Cys C 1 uACR 7K %, & B
uACR [ T M 5 3 (AUC=0.725 , P < 0.001) 1: F X NGAL
(AUC=0.616, P <0.001) . JR Cys C(AUC=0.573, P=0.011) Fll
1. Cys C (AUC=0.571, P=0.013) . ROC 4} #7 &5 & & =
uACR=66.7 pg/mg B BAT f A (1912 W7 v o B (BR0s% ik
68% , T 51 R 76% , B T H hy 93% , BH 1 Tl & Sy
32%) o TEHTHYEYIREY T, uACR F I B4 1 25 5
fie 1, AR TR) B TH 2 320 5035 R AR 2 4 /0 D) RO AT 52
S ARIE LA AR (BEMLME B T SR L (6) i 3% it AR
F 1 (thrombomodulin, TM ) Kz Ifit 45 4 il 2 -2 ( angiopoietin -
2, Ang-2) : 7 W 5% 5 o Wa I AMI B E A BE SR 1 R
TM . I8 P 1 A2 9 K7 (vWF) LI A2 i & -1 (Ang-1) |
Ang-2 . ML 55 A R 1K Tie-2 F0 L5 I B2 4B KK
(vascular endothelial growth factor, VEGF) /K, 3 57
AKT B F AL, AKTER 1M1 Ang-2[(6 338.28+5 862.77 )ng/LL
(2 412.03+1 256.58) ng/L, P < 0.033] Fl TM[(7.60+2.26 )
ng/ml [ (5.34+2.00) ng/ml, P=0.001]7/K 3 T &5 , eGFR &1k
[(46.5+20.2) ml - min™ - (1.73 m?)™" £ (92.5+25.5) ml - min™'
(1.73 m)™, P < 0.001]"', Ak, AMI #3426 1 K TM (AUC=
0.796, P < 0.001) fl Ang-2 (AUC=0.833, P < 0.001) 7K “F %
AMI J5 AKL AT B AF 02 Wit (i . VR 2 97 TM & —Fh &
B IE B P R 30405 0 R S AR AR Y, 9 B AT T B B
AT 5] e Py R 20 M %) 1 s B I T BRI It A A 4
MMl Ang-2 2 5 T & Fh )™ 51505 JIr 3000 #48 B D Re e fig ™, 2
M Ang-2 3 TR AT G B A R CF/NER P R 4R A T
HVE /INER UE S B BE ) RE A2 B, BB AMI 5 & 2E AKI 7] B8
TETE B3R Se451 457 . TM T Ang-2 O IBE4 K6 00 Fi T30 24
B 5 ELR 0 A 22 AT AT e i — 20 B D5 ok o8 3 .
(7) WM BE 2 (microRNA , miRNA ) -24 . miRNA -23a
miRNA- 145 BS54 . miRNA B #E I FE AMI & AKT )
Kk RS AR TR EEAEA, Fan 559% B AMI G & 42 AKI
Y 5 3% M T miRNA-24 . miRNA -23a Fll miRNA - 145 7K
S AR TR & AR AKTZL, 3 R miRNA 552446 0 AR H 2035
K 0 A7 B4 1) U BE 1 (AUC=0.853 , RABE 95.65% ) , H:
T M AL T NGAL (AUC=0.735 , R 63.16% ) . 1E&
A A miRNA-24  miRNA-23a 1 miRNA - 145 3= %2 58 5 98 57
Al A A TR T B AR o B e /N T R 0B Y O T A
oAb d B, #E R E IR 3 B miRNA n] 5 38 750 AKT
M & & AMLG AKL ZEAPLS i EZE ST 2 —, |
TG T 0 FE AR X 5 /D | 38 5 BL T 22 0 BRI 51
GRS . AR UL 3 3 8 ST B IRT shi iy, &
PREE A AT AL R LKA 0 RS NG, HAE L d
PN IA B 0 i AR I B L U AR R A, R A
JoT 4 R AT A AL 1T e B A B2 W AKT BCH] T AKL
PR . (B A WS XT NGAL 5 Cys C T AKI

PR REAS A R A 25387, 2 38 a4 701 14 ST Bt
A B0 WU B 8 38 A BE IR L 3 52 A1 I3 NGAL Al Cys C
IKF-, & B NGAL . Cys C 8l % 2 I A 4 5 AKL . 1M 9% 3% B
ol B AR P B8 R TC A ST A S

3. TR AY . 1 22 2 3 3 ) 45 TS AR I A W A Ny
BRI AMI G & A2 AKT A9 XU o Xu 255951 H 36 4 1T
Ay B AL S R I HE S L ABE R L% > 100 UK /min O AL
WLAS 2 H 1> 100 pg/L . A B 2 568 ik 7538 B 7] > 120 min,
eGFR<90 ml - min™+ (1.73 m?)" I %5 F& 4K 10 ml - min™ - (1.73
w’)" T 143 Killip 732 =3 9 e R ik Sk 2K 1 = 60
mg/d 712 43 5 A BE H [ AR 5271 3 43, Youden $8 % i 7 T
AKIL W = A B 0 3 4, B 0 711% , R 5 0 R
74.2% , #E-F: F0 B GEVE 53 1Y B 52 AUC 43 51 0.79 .0.81
Zhou ZF" H 1M 2128 [ 1 5% 7 H i > 100 ml A FiAIR i
eGFR | logBNP FIAFE % S H8 AR TN AKL, & B AUC FEHE R 4
90775, FE B AE £ 4 0.715, Abusaada 25 U] F .0 I 58
15 RARAZEE O Jy 320 0 A OB RS | IR 2
U T BE Z 45 AR A, BUN I 4 AKT A9 AUC 9076, 8K 100
X HEEAITE TG R TAEE R UL W E A, AP E R Z 1
TR 2, S ELASEAL B T M e AH 22 TE L, R TR R A
i R R S R MU 1 A 2 bR AR B A R Y
AN E

m, BERRE

AMIJ5 % A2 AKLTE I PR b 580 0 UL FL 155 o i 45
PR 22 T AMLJS % A2 AKT Y S s LT, I H ik
Fr 3012 W B LT B, X R R BUR R, A
FENAE TR SR AL, B Ay 2 s 7 ) ) 0 A
RAE R B2 Wb i e . 8 H RTAR 2 18 b I AF 7E 38,
R B 2 (Y LA K e PR AT ZE 0 LA SRAIE o
FUSERIE AT 375 DR A A 25 o 58
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