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Acute kidney injury (AKI), as a common clinical symptom, is closely related to the occurrence of chronic kidney
disease and poor prognosis of severe patients. An important clinical indicator of AKI is increased serum creatinine,
and common important risk factors for AKI include sepsis and low blood volume. In 2012, KDIGO (kidney
disease improving global outcomes) introduced the clinical practice guidelines for AKI, providing more detailed
evidence based medical evidence for clinical understanding and treatment of AKI. However, early prediction of
molecular markers of AKI, pathophysiological mechanism characteristics of AKI occurrence, and serological and
histological characteristics of AKI progression are very scarce in clinical and basic studies. Based on the review of
the KDIGO guidelines on AKI, this paper reviewed the literatures related to the basic researches on AKI in recent
years, focusing on the characteristics of AKI occurrence mechanism and molecular diagnostic markers, so as to
provide knowledge reserves and direction references for further studies on AKI.
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2B #5140 (acute kidney injury, AKI)TEN
—FhE UL R I R 5, AL TR, I
TICU. AKIAALRAT L& A 78 BE A 018 vk 5 W s
(chronic kidney disease, CKD)Ji 58 i AHEH,
A SR A fE A5 1 B CKD Y st e 5 o m] DAgk & F
CKD, Jf5CKDIA K5 % VIAH ¢ . AKIM —
A H B R TS5 A B 7S LT (serum creatinine,
SCr) Tt , ixk MAKIAY F L8 2 R R
15 M B MAE AR ML 28 . FEEAERHE T, AKIW
KA BENIBITHUG . WIER ST 2% H 2 (6
A KRN AT R A RRE, HEERN
ARG, St BEFRRIIE A, 20124F,
KDIGO((kidney disease improving global outcomes)"’
e T ARIA G PR S B 48 B L R I PR IA TR RN Ab 3
AR T RO TR IR B2 22 b . et Tk
e, WAKIREZ A2, 2048 r a4,
AKITE I R TAF b 8O B AR E A, H
A OCAKT IR0 0 73 AR i) . AKUR AE (99 21

Az AL 4 5 LA S AT JEE A L35 25 FIZH 215
(1l PR EE RSB E - r BE = o

1 AKI WIERE X

H B85 AT 32 A ] (I AKTIG R 2 L, ngF
BRI HEZ — Bl Al 2. 1)48 hASCr Tt =
0.3 mg/mL(=26.5 pmol/L); 2)if 257 dPSCr L
TR Y1555 3)6 hN R <0.5 mL/(kg-h).
KDIGOFE M AU AKIZS H T PR I PR 2 X,
W F8 H ARTIY 2 W7 AR 9595 1 16 3 28 2 E AT I IR 40
B . KDIGOZE R il & & MR P65 ARTAH 5C £8 35 X B 119
T B RACIR T KU FAE T KU, K AKTS) R 33)
(F1) 9 ARTHY K H: 76 2 18 o 58 3% (9 56 7
R, A K & A CRD FLC I 45 958 5 il XU 77,
KDIGOF /M H o HFs i, AR & S84 ok &
H CKD A, PR I ARTER 35 7E AR A5 1A I 2% fft
Ja, TR YIMYT, EEETA4ECKD,

1 KDIGOX TAKIH) 53 Hf

Table 1 KDIGO staging of AKI

AKI /31 SCr bR

1 Thi it KLk 1.5~1.9 %, 2715 = 0.3 mg/mL( = 26.5 umol/L)  6~12h N <0.5 mL/(kg-h)

2 T 3L 2.0~2.9 £ ##id 12 h<0.5 mL/ (kg-h)

3 Tk it 34k 3 4%, BUTFR = 4.0 mg/mL( = 353.6 pmol/L), 5{ #id 24 h<0.3 mL/(kgh), =#id 12h

FHGERIAIT, oK 18 2 LI T 3 eGFR<35 mL/(min-1.73 m”) JoIR

SR, 5 H AR WS Cr i3k 47 43 25 19 4% o A
B, HFscezTHHEEE L, HILAKRI S HE
HAANWEER S BRYE . AR08 . ML & 2%
R 2 0 1% % T ARTRY 40 00 v, (3 B R AR 56 i F
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B EBE, T2 ARELNSCok &I E
B, 5SCrAl b, PR S W I R REAS 25 B S
Jith, T2 uE G s AR A, E S P e R
AL R AE . L, L SsCoKE . A
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2 AKI WIJRIE £ B 2445

ARIE I B B IE 25 74 0 2 BE 2502 A9 — A i
PR E A FIRAS o AR SC RN ARTER SRR

TIge TR, A HARBRT 205 D e =8 (acute
kidney failure, ARF). AKIZE—A~HE TeiZ 11l IR
CEGAE, VB R Z RO E e R, A B R i Y
B (ISR B R . SR ERE R A
PEB M), A A — Lo R4 S M i XL (n
VAR B RS LAE . SR S AR ) . A
X BE T A AT RE R B R AR - B S B A
WA 2N S A ARL, B REEE ) . R
B IR S, IR RS Sl RI2 YT b 5 I K 1Y
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s 2RISR AR, WETENZE, AKIMELE
A S G2 I —J7 MPEREE B S B
L 0r, Bl 2= 5 — 7 R M
iR b 2 rEaR

AKIY BB K AR 22 2% 5% o £ R 3R RITRE G 19 AL
Bl R . 26w e R G MR AE . EIE RGP
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SRR/ X/ NN o VT INEV| INTINY | = S NI =
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FIPA A 5 2R 28 24 1) 25 TR 3R TE ARTIY & A= s IR v e
L

& 5 T2 Y AKI (contrast-induced AKI, CI-
AKI) & — R EE R IE R 8, HRERA N
10.5% 0, i U, W B IRIAYT 19 CI-AKT
BE IE R E835% . KDIGOTS M £ X ix 25 /i
Fath T UL LA SR 1) X T CI-AKI &
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bR TR R B R R R A A AR BE AT OC E N
o BE A R E AN, A IR e il o n] BB
AKI, RV P B /N Bk 3 % (glomerular filtration
rate, GFR) FF#, U140/ 48 B 9% (minimal change
disese, MCD)& HAKIH &AM FElk R A,
FRArMCDEE , ARV AL & B iR LE Ak
K, HATRES IFAKIAY A& A . MCD RS LA R ik 2
JGEE TR AR R, A TR AT DL A i A2 5 il
AU — AT AE I 9 A R ] TR /N R A
TEE 0 25 G AR RS TR AR T K I L AR08 A 1l 25
AR FHGFRT R, fEizidfd, GFRTIFESH
ZINI AR T B /N ERORT IS 5 A0 A8 O TS DG I . it
FER B MCD B A AR A SUE 8 B m]
REAFTE ML 28 . MRS /NVE 07 148 s 728 JF
AFEI X — AR I A OC I AKT Y, 5
o 2 B Sy A Y PR RN BRI . AR, S B
GFR &M, e B SR N, T
21 1M1 55 50 1) AR 5 ARTIY 2 A RS AR ) i 1Y) T
Jei e,

T BNV LR 20 B 1 7EAR 2 ARTEE 35 1 40
g2 e R U TS N R S I I = A N 7
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B R AE D PRAIAKT, X2 R i IE 8 3K 8
ZFE N, A MAE ST N E . Bk W
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A EEAIL R B

3 AKI HJiZ B ¥ 4R

3.1 [RE7F SCr
HATAKIRFI | 2 W ASEAS 48 bk p 2R
Y15 hR Wk PR FISCrK o 3% W 3 48 bk 32 22
FARVEAL GERIE I N A8 1L, BEIE Lk, JRE
SCril g MUK . oM TEARIR A R, GEREZE
TR, B R T A e,
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R WS AR R, (R AEIEICUR by, TR
AT E IR EE T, AR MEE Z2 550/ B 0
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SRR B . L, A R L ik 2ok IR
AL NS Co Tt iR 6 A A O R A T AR T 12 T

3.2 FHBIRBREYERED

R IR B FISCrAB (b 2 A, — B JRIK P i A= ) o
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(neutrophil gelatinase associated lipocalin, NGAL) .
HA%E-18(IL-18) . B AEFif5 7 F-1(kidney injury
molecules-1, KIM-1), Y& ZE C(CysC). 7EHT AL
AKIH, JRNGALFIIL-184:B1 B TF "7, 5.0 148
FARGAKIEFE S, JRHPNGAL, IL-18, CysC¥H
A BT BRI R B MeREE SRULAIS I
MR HNGAL, KIM-1¥7 5 5, 30l ik &k 2=
AKI, iR 2l LBHIF ST 1 B4 1 B i S8 48 FR 45
SCriffl Jy ek, PIMILE, JLHOZZLAYSCrK PR
%, W aikEEsCoTl s, SlRizAKI &R,

FLAR ) — L Aff 5% B AR B Z0UE 58 — 2 0 Pk
PHGFRIEM LR, £ H5BHEHE . 24865
RE R0 R IE R Z M R . (Bl TAKIAYZHE
WASEMIIEA TR, Wik siriy 5 A
TR A 22 MU Z M G IR FE B 5 . NAG,
L-FABP, KIM-1, NGALW fig5 % /Mg 2 tEiifify
X%, HIFARFR R —E LKk ECKD??,

3.3 #EUThRE ML LR A 15
Wk, THEwE 3 PR 4% (functional magnetic
resonance imaging, fMRI)C&# ) ZH T&HE
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Dy RE R B AR BE AR (4 BIF 5T R PRI W o B IR
AEMRIFE AR W k25, —LEfMRIEE A B B0 T
PR ETE . A RVEA L BB IR L, K
240 A A 2 1 R IK A, I SR R HOM AUSR
(diffusion-weighted imaging, DWI) . ¥R 5K &
% (diffusion-tensor imaging, DTI) . Ifil % 7K P-4t
W% (blood oxygen level dependent, BOLD)
PR 5 /R (magnetic resonance elastography,
MRE) % . Tewes5 e gh M8 f %% B, fMRIA]
AU AR I B 15 DL ML SUK ko 13 FHDWI
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{ELIX S8 T 5 3 B2 A A I PR A8 R A B A 8% R 52
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4 AKI B9FppFniEB BERETT
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(N-acetylcysteine, NAC),

5 AKI BB RKIETT
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EEGA RN IREM L A, I S AT ' D) fiE
Fe bR Doy G B . FEARIIIRT T, BEMRIA
J7 (renal replacement therapy, RRT) /& 524/ &,
KDIGOHH i X FAKLE # JF 4 RRT I LAY 4% |
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O o e B R e 1 S i A
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