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2B B4 Cacute kindey injure , AKI) J2& JLB} & WE$5
o i DLIT RIE | A2 JLBFECAE WR 979 B3 (PICU) |, AKT Y &
HEFRLYN 26.9% o MR 2011 AR AR U S
ZH4(Kidney Disease : Improving Global Outcomes, KDIGO)
F6FE , AKL & SCR 48 h PY I WLEF3E &5 =0. 3 mg/dL(26. 5
pmol/L) , B4 7 d PN ML JULATHE =ik 1.5 A5 FERIE, Bifres
6 h JR#E<0.5 mL/ (kg - h)?', AKI A &K Z  Fiie
W PRI X (R JRE DR o FE 4R e A A L, R R AR 8 M I
MEZ R EDY . FIL, T AKT 9 & HLE -3k
WA ORI BB TT AKL 259 1 43 G, AKT 1R
TR 2 2%, HHT M R 58 A WaR, V2 40, s/
B R RCANNE B /IR P B AN 7 AN R A R
PERLAN AL, DL K 2% 40 i 23 004 1) 40 1A 5, o U
P03 53 -1 (KIM-1) | AR 2 A B e it A G 280 28 1
(NGAL) \HAIMIA 3 (IL) 55, e Ahid 6345 HoAdy 735,
/N RNA (miRNA) 45 EATITE AKT B & A4 & e #rh
FERE AR, At S 5 AKL &5 WL 020 40 g 14
T LR HAb T 253k,

1 BNEEREE

R IR AKT A 2 A 309 3528 Ak B O ' 5 5 I R
I/ ZH A0 i A, DT S B0 /NS B B AN A
/N B AN I 3R 3k Y 22 b S A 1 TR AKT P gy T
THEEME, CAPTEHEY] Toll £ 2 (TLRs) M 540
JRURY S P 40 B T 285 B 2 73-45 & JE B & &R 4y 7 (DC-
SIGN) SRR RTFIAR E A B2 ( microsomal prostaglandin
E synthase-2 , mPGES-2) . ' JJE 451 453 43 F-1 ( kidney injury
molecule 1, KIM-1) & #i 48 38 5 H ( thioredoxin, TRX) TE
AKI HEYPER], TLRs 22 54 e i) — K E W
FIBr 1, AT ME b B g e i )iz % ak . TLR4 &
BERIR T B /INE b S AN, S P00 o 2 B 44 T R i o)
NEZHE(LPS) iy EZLZ AR, LPS 78 5 JIF 5 1 52 0 I 4% e
SO 75 R LA P 5 XU A0 TL-6 \TNF-o SR E0R
PR 7 AT TLR4 A S 35 22 [ 1 A1) 32 2 A% IR
i, LA | 2 4 1 PR XU AT 32t ok, IR 2H 2 400 i 1 46

BEETE e AR AR | 45 2018SK2139,

Ui e g2 AL . DC-SIGN J& C MI%EHE % Z 1k (CLR)
KGR E R BY ,5 AKI 5 2R AE I vy K he P B 9
TREIARSC . F/NE LB A B #2 T LPS J, DC-SIGN #Y
FRIKWFERGIN, DC-SIGN K K s bk 14/ B, HAR Y 116
TNF-o () FGEM 80, (R, DC-SIGN X ] 1 3% il
REAE] TLR4 (23K 1 4 IEZL 44 B . mPGES-2
SRR IR R G B —FP R )32 3Rk 0 e R
U2 R S R E R N B R AR L A A
FEIN LA T, %o B I 2 U % R A AR P A
HI o KIM-1 S —Fhis R 1, 3k T/ =2 B4 i
FM, Yang L 250 & B B KIM-1 JE RN BRUAE AKT &
AR e AR B O Y I S BE N 4 5 R AE OB, H
FRAELARTE &, KIM-1 7T R 8 NF-xB & 45 H 4 52 30 il £
HTE e i T 2 v B A5 ( sepsis induced AKI,S-AKI)
B & A AR A W KIM-1 KSR AR A, ] Lsh 25
AR B R A e AR

F3h BN bR AR AR R 2 A AR Y A AKI
oA SR, MR A B B A OC TR B A
( neutrophil gelatinase-associated lipocalin, NGAL) Jf& — Ff
H PR 200 R S | R 2 L N T SRR Y
EH, AT NGAL 2 ik g =4, &
2 AKI I NGAL H B /IVE b 2 40K b ik | Hok JiE 48
AT BT W R AR L L AR R B, PR
NGAL 7KF-CAE A AT SE R AKL F 1A AR W22 ik, 71
2 F %Tﬁ{f( contrast-induced acute kidney injury , CI-AKI)
MRS W B wEANE R SR AN A A R -
(monocyte chemoattractant protein-1, MCP-1) & —7F 76 &
SR AL 1 B0 O R A A L ) E AR T, R
A /R 55, MCP-1 B2 =7, AKT RRLER (R ZE

2 B/IKIE M KR

B M2 2% A AU P R A B T 52 34 47, I
YNNG I, BB 7 A TR 1G5 A 40 i ] b BT 53 1-1
(intercellular adhesion molecule-1,ICAM-1) 7 FH 41 Jg Al N
AR SR R R P G E T, R 2 R R mT LA
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RBN 37k T2 2E 1 405 PN e AR O 2 B, 045
BRI F (TNF-a) &L 3G PR (ROS) 45, 5k 3
ST B RN A M AT R R KT S R B R
HRRE SN AR [R) I, 28 T4 1 10 200 -5 P B 200 A ) R B, 4
WP EA | 3 — 200 o A B 200 B 450405 , 38 6 A
BHZE™ P9 R i ot P B2 4 AR (1 C 3244 (EC protein
C receptor ,EPCR) FIIAETH 5 25 H (thrombomodulin) , 52
I CARELAE I, 76 8 1 2 A2 b R R AR, &k
AKL 5 FUBEYI ROR B AR, S C BRI R 5Pk
VPRSI | P B 40 16 30 T 5 A2 2R 458 I Sz 17, DT 52 3
LG T R 8D T ™ F A B E 5. Ham A %17
UESE, R AR M AKL S BR2% 9 B2 200 1 49 2 -1 - TR
1 %437 1A ( sphingosine-1-phosphate 1 receptor, SIP1R) ]
/N BB ) H SR Sy 7 A T A A S A A
B /INEIRAE B A T8 T /N A U
S5 o HOZAERL S B N B A STPTR IR 240 i 36 1h7 44
RFEHLH 70 (HSP70) (33K R I AHSE, HSPT0 S 44
BWEA RGP EE NG, T2 5EARNTE, &
AR AN A PR TR AR S REEOIRAS TR,
B AAE STPIR AT fEHE HSP70 fy3R3k , Bi 1k B k2 41 400 M
e

3 HELE

TR A0 i — 2 B e R D) e 1 4B, A
P AR EE MR, HAE AKT g E SR T
M, CD4™ CD8" T 4Hffl#E AKI " B4 FH 14 H %2,
SN SEIRAIE S, @R CD4  CD8 i [A] f1% /)N BRUE i it 14 ' 46
P BA G VERT, Bk bR CD4 BP0 B, e i
P B 45 O R AT IR S 5 CD8™ T 4 it 7 e iy - 49 B AT R
T T LR A S B RED AR B JEHE T 40
AL ( Tregs ) & CD4" T ARG — TR, HA 5K G2 #1
VRIS W5 SN R Szt 2 ek . TESh i b it 1
A CD25 P g fi iR sr S Il b Tregs %R, 7] LUINE
VR 9 RE SN, 3 3505 /N IR BE B T RE AR
TERH RS A Y BRI ARETE (/R ) BB Tregs ilfid
BRI TL-10 5 SR F5 77 A8, 26 40 2 i 4w PD-17, 36
RAE BAFER A B AR, (R s >

4 BB

IV 41 ( macrophages ) $4 H8 JH: 3¢ Y 01 43 104 1) 200 it
K FT LA A3 R PRI A S A | R 28 ML AR AL (M1 B ) Filike
FRIGALAY (M2 AY) 38 H AR, M1 R E W4 i 0 B2
55 AKT A &A= T M2 00 I 2 D 2 5 W A )
LU AL EEAA S ¢ RSERREZ
& ( macrophage-inducible C-type lectin, MINCLE ) /& —/> &
BRI S 1% 40 M (antigen presenting cells, APCs) [
BRI AR, 2 5 2 M e i &, WhoE R,
TE AKI F I B BL, MINCLE 7] 3@ 4 TLR4/NF-kB {5 5 7%
I AT MR A B 2 A3 i ) M
T W A T 3 WA R AN 7, 40 TL-1B \ TNF-a, e 2%

SECE A M AR R IR R R AR
JRFE H B (glycoprotein nonmetastatic melanoma protein B,
GPNMB) & —AF A T Z R A im  BA P s I 1y
ER & A, %4 AKL S, GPNMB 1 3 15 1235 3,
GPNMB £ 1L-4-STAT6 i #2717 F Ay oA fie it
M2 Y I 200 it R f 0% 22, o0 0 DR 4 4 PR A TL-10
TGF-B™ | WM & HEARA 5 NELL UM AR B fE

5 HrfdiZE f

H VA AR B R LA (51 S 5 25 o B b 4 T
Oy REEMIMER . BREIESE AKT % Af 5309 B A 41 20D
PR R 0 0 e L 2 A 286 BT A o
WECRHZ S AKT BEE— 20 Z B ME > T kiR
VERT , fudE 0k PE R (selectins) ICAM-1 7k B 48 it B BEAH &
$1 JF-1 (lymphocyte function associated antigen-1, LFA-1)
55 Deng B3 0L, 0 I 0k e,
AR FH =5 B4 (leukotriene B4, LTB4) , Hp 47 4 ifg 3
I 7] F35 F =4 B4 3Z 1K 1 (leukotriene B4 receptor 1,
BLT1) ,LTB4/BLT1 44 n] 375 5 v Mok 20 Mo i 3200, DA T
TR LU A0, BT A 4R A, vk 2
HAE AKT Hh ] HA ORGP A1 A, AT ] LTB4/
BLT1 3842, R P W rh PR AR B 4 BRAP VR, H
BIOCTF P RLAR M AE AKT th 4 I AEAEAR 2 4

6 BAENTE

H 20 LA 2 (interleukin, IL) /& FH Z2 B 4 ™ A 1 —
YA R T, 7 S g2 A AR B4 R T b 1 B R R Y &
HWHEEEMH., 235 AKL &4 A0 AT 43 1L, 40
B /NG b B2 A0 bk T AR | W A AT /N R A
M AT e A TL-34 , 1L-34 5 W 20 i 32 1 A2 AR 45 4 (e k.
W 2 A 5, 5 S I A 5 /N R A A
A FENEBGI LA L AE AKL &4 % Rt i
Y 22 P 0 8 AT BT A, TR 5T 6 B TL-6 A s R
YRR, 78 AKT & A J5 AT 4847 5 0k 20 4 4 i, 3 4
oK IL-6 1E 2P B 35405 & AR ML P B 40 98 R B i g\
I EM ., AR IL-6 7] LR E WE 40 T ke
S K B Ik EVAR AR AR IL-10, T 1L-10 W) B A 58 K B4t
RYEA,7E AKL A )5, il 2 5 PR R TR O
ZE A IE ( compensatory inflammatory response syndrome,
CARS) 411l 85 2 41 B PR 1 A8 7= A=, DT B 1k B A 20 2 20
J B E— BT, 1L-33 7E 2003 AR5 — R R B
AN ZH VRN A A v TL-33 94T 5 R OR [R])
Chen W Y 2 &8, 16 243k B ) T1.-33 n A5 R AR B B
WELH 2R R LR R (Had 217 1L-33 A 3 a4 40 K4
B, A FZ A R RN 5 E AKL Pk
FEEBAE N, 4% IL-35 IL-17A %5 BF95 &K 3, 78 LPS
AT AKL B/ BB Y v TL-35 AT DL3E o #0 a 4% (5
F-kB ( nuclear factor kB, NF-«kB) 1 [ 1M sk 20> 25 4 41 fifd <1
TR FE AKT R o, & 35 HLRR A 10 S I ikl A
FHM 5% e B 48 P T4 4% TNF-o 1L-6 5 IL-1B %, 7F
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LPS 4 3 19 AKT H ¥y & 35 & 224 P TL-17A 2
IL-17 R BB — B TL-17A 1645 25 B E R0 1 &
S L P 34 % 4% BB LT TL-17 A ¥ 1T 7 — e R
JE b S B AZ AR R BT B S u SR T A A
S AKL /N RA AL BT IL-17A BT AT LU 20 £
PN B L,

7 7 RNA

/N RNA 2 —28 55 /N 1 R E 4 5 RNA 431,
222 DMEATER , miRNA 2 5 AKIL T2 RAE R /R
ELHTIN IK=Ra ey W SR A 3RO E Sy e O = € ) =
PUAR P EE (R A0 22 35 25 0 55 miRNA B S dH e
HAHFZE B 1 2 Fh miRNA 5 AKT 59 & 5% HL I A 5, 1E
FHASE, Bhn, AKT &2 J5 , miR-486-5p A i/ 1 1% filg A1l
5 7178 M R PR A5 2 3 [H] ( phosphatase and tensin homolog,
PTEN) 76 B WE Y 263k, a5 B IF /R #1455, IRAPSLIR
K, H= miR-126 F1 miR-296 I 'S E 4 B R &8
KA e Z 26 shiiss @R, /R B i
Y5 ,miR-24 FER P FA BRI miR-24 1 ERA
A SN L AR T TR D) RE AR AL, m R miR-24 FE /N L
e VR BG  FETERIG N B T RRAS L2l 20 i
T80 INEREAR b R AN 5 S A B R

8 /NG

AKT 75 5.5 5 77 J R 3 PR A 56 g 1Y) 7 20
TS VARYT 2 5 AR AKL & HLE 9 43 T A T
BRI EN, AR S I R 76 AKT B9 84 %
A B A 00, FE AKL BV ST MU 7 AR 25
R SE M (8 AR A S, Sk X AKT %2 9 AL ] A R
KRG, AT oA IR IT T R, MGE AKT B
TG , ARG FRE AKT A9 & A2 AR AE R, H AT, 78
AKIT Y A& ML 5 TS AE AR 7 22 R F0RT 1 i 75 22 5
ZI R — SRR,
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