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[Abstract] Sepsis is a life-threatening organ dysfunction syndrome caused by the host's maladjusted response
to infection, and is one of the important causes of acute kidney injury (AKI). Sepsis-associated acute kidney injury
(SA-AKI) has a high incidence, poor prognosis and high mortality. The pathogenesis of SA-AKI is very complex, and its
pathogenesis has not been fully elucidated. Therefore, finding effective biomarkers for early diagnosis, treatment, disease
development and prognosis of SA-AKI is anurgent clinical problem.
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IR A4, Bk B 22 1 BIF 58 2 W1 3N RNA (microRNA
miRNA ) 76 % e 7 5E PE 2 v B 140 (sepsis associated acute
kidney injury, SA-AKID) P2 B9 & L Y7 DA ACS AN
45 )Ry 45 7 AR 8 o I BRI, B AS T AT b T i 3]
SA-AKI FJ BR A B0 27 FRRE AR AL 5 A IR T SR s, o
SA-AKT B3R 7 $2 Bt S EE il A< SO miRNA AE SA-AKI
T R A TR
1 SA-AKI

SA-AKI 3 SO ATAERRFEAE ) AKT, BT HAt 5
PR R AKT 2802 [ Pt J R REAE 3.0 S8 SCRIEICSE 4 R
W% 71 )5 2H 22 (Kidney Disease Improving Global Outcomes,
KDIGO) LWk A B4R 05 e REAE 46 i 5 X g A
27 2R 5 A 16 B A i ) 7 B T R R A4 A iE L, S
TG VIO AV TR AR WIS AKL Y
RAIE R B DR SRR R | 7K P A o R T 25 L L AR
A IMULEF (serum creatinine, SCr) PR 340 | PR & 1 3 ik 2>
REFEFA " MR TR T, AKL AR AR
ik 47.5%. % AKI I 3 SR E R T LU 60% . H
HIET X SA-AKT 3R 77 &y BR T H BB SRR T A S EE A
AT XL AKL B F I BUS BN 2 — . i,

FLSIWT | FLATTRT SA-AKT B34 BT TUS
2 SA-AKI H)iRIE £ B A

i T i H A S % I R 1 B A 2 AL R X AR AR
SA-AKI FpGFR A P22 LR S A A g AKTARTAS . B,
T SRR e B FB A 2 I AR 22 5, R BH SA-AKI I
A PR B AT BR O A 6 SA-AKT BUBFFE %9
FENR N 3 2 5 B I A 230, 3 R AKT & i T
A B N e BT S B A RS A TR
i R A B4 B 1A 5K, 4 B L R I, AR N R R L
SN L e, BB ERAE SA-AKI A % Jié vk
SR EAEME— R HIALE 5 i 1 AR Ak | SR PR
PR ZE AL LA R R ST 22 ) ) I 378 P9 B AR E AR MAR
2410 SA-AKIT H R /INE S5 AR/ NER UG 30 R R
JEPR L SA-AKI %A= s B BRp LR BRI . D N
S AN T RERRAS ; @ B/ NVE T R AUMa i 0 5 B A
FRIHFIRE BEHFER AR AU s @ Dbk it ; & ThMEA
(reactive oxygen species, ROS) (774 ; © 4RI H M1 e
SA-AKI B AE RAE LT B 2% , 4 i R S8 sl
3 miRNA 5 SA-AKI
3.1 miRNA A8 % A4 - miRNA &1 19 ~ 25 M TFIR A
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P TR O RE PR S OB 0 P IRV PR A AT RNA . PR
A~ miRNA ] LA 15 221> mRNA, — /> #8 JE [R] b 7] 9 £ 4>
miRNA {TL%([ ! :o 1993 4, Victor R. Ambros 1 3256 & 15 IR
TEF BT B P &3 T miRNA, Gray B. Ruvkun ASEH0 %
A 745 14 miRNA $EEDI 0 3cipi A 33 0 s B3k [A]
UESE T — 0o i 5 57 5 FE DR R4 AL A9 A 7E . miRNA J&
K% N FE TR e S A SR 8 53 700, BB A 40 ML R% A Y Drrosha
(BRI ) B9 R R A2 LA —Fh BAT ZE 3R 45 H 6 70 4>
BREE 70 A7 1) miRNA WA, 48 1715 2 2 45T, BY Dicer i)
) IROBUEE miRNA S 171 45 Ak W58 A 55 1 B BE miRNAL B
4 miRNA 5 RNA V5 & 19 2 [H 1K & 15 1K (RNA-induced
silencing complex, RISC) AR ESY, RISC B 5t
1) miRNA 5 HE5E 0 mRNA 1 37 JE BRI SE F 9 5E 4
VEFCH EAMES A, N R DR A ek (Il 2 1 B e sl o 2
mRNA B ). CAUESE R D], miRNA @1 7 L
FikB 5 SA-AKL R AR R 5 B4 A L IR AR £
H AT RNA S JE R4 80% H92E 5%k,
3.2 miRNA fEl SA-AKI Hf AE MRS - SCr Al JR 3R
A (blood urea nitrogen, BUN) 245 7z FH T2 Wi 5 Uiie o
IR Wihn s, (B REXS AKT JE47T R B2 W, SCr YL
AT SZ B WE VB BE T B SEI , 3 32 A AR 0] 28 5 DA Rk e 2
WIRIEEN ', SCr AKF R T 78 AKI K A8 Je BUINE A RERG:
MG A e R £ R R WA A AKT X TR
I ER A e AT R St — S A B A B T A
SEHT A USRI, P P4 i B R A OC IR i % is 4R 1
(neutrophil gelatinsae-associated lipocalin, NGAL)'"™ ' 451 5
T (kidney injury molecule-1, KIM-1 )[‘9_20]\ 4B E N
ZHZMHH155) 2(tissue inhibitor of metalloproteinase—Z,TIMP—2)\
RS FEREARK N FLESEN 7 (insulin-like growth factor binding
protein 7, IGFBP-7)"?" 45437 P40 LI Sy 5000 A0 1 19112 Wi
SA-AKT BYAEYIARE 50 T , RENGAE IR I A FI SCr A A=A
A Z % e B SR A R AR AKL (% RGBS E A T30, %o 1A 12
Wi AKIT A E 2

H AR 2055 iR, miRNA 760 R IE & J iR AKT
8 XU T . SA-AKT SIS T LA K A= A7 =2 il T v A o 22
M. Liu % 2 BF50 % B, 76 SA-AKUN RS BIRIAR J5 4 h,
PRGN miR-452 FERIENN, 3R B2 TR 21 3 7K
(9 4 57547 5 FAT AKT I IRREAE A miR-452 YR IAHAR
S8 AKT AR A W] I, FLIESE T miR-452 AL LT
SCr, $&/R %53 F % SA-AKI IR B2 Wi A T2 i, HL AU
PERVRE SR8 5 I WF ST IR IR 52 T34 T I RakaK 7
AT L FHRATAS e A A8 5 2 2 AKT AR o Lin 4512 i 1
XF 110 {5 A SA-AKL(CH 68 (54715, 42 FIFET) [ B
FI 110 57 g B 5 AT I PR , WS /s, 13 1 miR-210,
miR-494 ) 33K 5 4 ML SCr A BUN 9 3 35 2 1EAH G,
miR-205 (7635 5 1ML SCr Al BUN (2635 2 FUAR G, BERH
BE43 T SA-AKI 2 I SR HT A AT s | I
miR-210, miR-494, miR-205 H/KF-if 5 SA-AKI £ 28 d

AR, I H miR-205 & MeFEAE 5 & AKIL fy Al 7 16 5
2 FINERIA T S BB AR B R85 ¢ 5 SA-AKI
B miR-205 B9 A AKCE S F AR, X ey T 1E
SA-AKI (14 43 F- L A 58 P IR i 28, Hoh g B 6 1
miR-494 7£ SA-AKI "1 i) SCHRAR & , ] A 330 26 43 £ 6 R
TALW TSR A . AR S S I RS U652 1
7% 1 miR-10a-5p 1 miR-29a AY 7K F-FF 5 76 WAL SA-AKT
# 28 dWBLR T A BB 5 (0 Zhang 25 BF5E
JERH miR-29a 7E SA-AKI H A9 R I8 SR Ik /DA, 3 iR STk
X} miR-29a (TFFAFAE P, BTGl — LR IR R . R
H2 SE I PR AT S8 % B miR-10a 75 SA-AKI B2
T ERIAACOT T, HAZ A FRESS AR A ML TR SA-AKI B4 119
o 175 LA B S N 5 o Zhang 45238 1 I PRI B B 5T & B,
PR ) miR=26b 7K V-1 LR 2 W MBI B 8 2 6 kAR
T AKI, [FIBIZ 533 w] LR of f g () )™ SRR 1, 1% 47
T2 SA-AKI R St AUt 2485 &, SR 1M miR-26b 7
SA-AKI A I 36 JG SCRRARGE , %1% 53 1 ilE— 2545
F AT LRI PR SA-AKT (AU RTA YT H At — A3 14 28 1
[ Ge %2 Bk AR K M AT AKI H % A1l AKT A&
L B R LT T 9 miRNA B, 3ESE T M0 o miR-4321
FImiR-4270 7K - %t SA-AKI (RS T S (i, S faiigsss )
38 28 I PR 56 F 52 E S5 T miR-21-3p X L SA-AKI 127
PR AR S PR AU M AR 1 AT AL, (AN B R A SA-AKI
IS5 A7 1 [ i TG R TE 5

3.3 miRNA 7% SA-AKI & JE T 4EH : SA-AKI & A9 HLH]
B HEW BN T IS . miRNA IR S35 4
A PR — A R R R R R A R AR
PR PR 2 A v B 9 SN L AR T L A I L A g e
Bl 200 SR A BE ¥ A5 28, AT il e B 451477 - miRNA
TEAR Z S e vh g e 2, il n i 0 L i
i 4 H H AT miRNA 78 SA-AKT PR FE R 2L, H il
O ZHAIESEAE SA-AKT HUSHIEY miRNA 4 miR-181a-5p ',
miR-106a *!. miR-128-3p ", miR-9-3p ¥’ miR-21 "**',
miR-21-3p ', miR-21-5p "', miR-155 """, miR-337 "',
miR-34a ' miR-106-5p " “'. miR-152-3p ¥’ miR-223 ',
miR-214 "' miR-687 "**' miR-148a'*’, miR-107 "**",
miR-21a-3p""" miR-545""", miR-210HG > ; F&% 1) miRNA 45 :
miR-204""*" miR-526b "**’. miR-146a "', miR-21 "%
miR-21-5p '’ miR-22-3p """, miR-20a '’ miR-942-5p ',
miR-29a" ), miR-96-3p *' miR-129-5p' ', miR-191-5p'*",
miR-34-3p "7’ miR-22 ") miR-370-3p "*!, miR-93-5p "™’
miR-590-3p 7" miR-205 "’ miR-133a "™, miR-495-3p '™’
miR-206'"', miR-181a-2-3p' "’ miR-20a-5p' "', miR-125a-5p' ™',
Hor, miR-21 Al miR-21-5p 7E SA-AKI H i 3¢ 35 7K °F 78
RIRIBFSE BT 458 AN F]. Wei 45 8 HF58 % W], miR-21
7E SA-AKI H1 2 2 B n 7 ' 153003 5 Jia 450 B Pan 451
WFFTUE S, miR-21 7E SA-AKT H7 38 35 Uk 2> 1 i 7 B 4 475
Zhang 2" VBT IE 52, miR-21-5p 7 SA-AKI 1) 75 ik B IS
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A T B 45005 5 Weei 45V BF 920 52, miR-21-5p 7F SA-AKI
TR 3K g n . XA R B, miR-21 FI
miR-21-5p 7E SA-AKI I AIFSE M AR S8 VE A8 i e ik — 20 16
TEJCA E B AR FALR] LSOO B 7 A B R4 . AR 1ML / 14598
TS AKT R BRL/ FHIETE 224205 4 h, miR-21 K FEAIT,
B AR B TR S B VR R BT T R PR R L AEZOR
HF, 737 A SRR A T T B SRAE S LA R £ AL
TR SE T IO S LA EAL IR SIN E ™ A
PERTELAY AKD FPIESCAEVE S 24 ~ 48 h, miR-21 35 %,
{HUZTE SA-AKIL H, i AR AT WFFEIESE miR-21 Rk KPR
9 R PP IR R, B/t RE AR - A R RIS
UESERY T RIK IR, b T it — S
3.4 miRNA 7 SA-AKI H T - SA-AKI (936 74 % 1R
T HIGIPRCRA A, FHTH TR YT SA-AKT JETF AR 2 55 |
B IEIIAYT HURGE E T T o BP9 miRNA 27
AT LAE g L2 | XU S50 5 U (198 b3 LKA E SA-AKI
TR PR AL, F RS S B 6T B AL RS LR, LR
B B AT AR TG R miRNA E g 2 WAL
B2 55 A EIERIAFEN Y T UEA BRI s
miRNA Xf SA-AKI FATT A —EHITEH] .

miRNA 1E 3397 SA-AKT (1 T Bt E 2584 3 Fh 20k
S O AU S AA B T VL 5 Y miRNA
@ HMUEVE ) miRNA (4 miRNA (19 455 004 5 & 0 040 5
@ HFh 259 % miRNA (8 . Zhang %5558 1k 44 1
SA-AKI F /Iy BT A KBS 7 8] 38 S5 1200 i R 504 A1 1 1A
(human umbilical cord mesenchymal stem cell-derived exosome,
hueMSC-EX) J&, & B SCr 1l BUN /K “F B AIX, #F 58 3iF 52
hueMSC-EX i it H4 i miR-146b 43F7K -, #8134 (1 41
IE -1 ZARA R (interleukin-1 receptor-associated kinase,
IRAKI) 9235 K 2 fit V15140 5 Zhang 5" HRIEIESS , P&
AFL 20 i KB 9% 14 S0 008 A3 o 38 0 miR-21-5p YK SF- 4 6] T
P runt A ¢ 7 5 A F 1 (runt-related transeription factor 1,
RUNX1) B335 A G2 ik B 45403 5 He 5™ BIFSEIESE, 9 AR
24 R UL 3 &1 00 T 3o 1A miR-93-5p SRR A A4 . X
ORI T UL A WA AR AT LA A miRNA 22 2002 4 41 i &2
AT, A TR] 08 1 48 R U555 A A TR] miRNA &1 38 14 fr i A
TR — PR AT e i 45T/ RUB e S Bk A
I E /I BT S B R A 19 miR-124, 8 i X B TIE 52
T miR-124 934 AT B8 A BR TR I A AKT, B E R,
{5 Y miR-124 B2 L4 AT LUAE 2 SA-AKT (93897 J5 #. Jia
SN BB A SA-AKI 22 i FH 4/ b 2 /08 L, A
FEUES , THAL LS ) SA-AKT /)l miR-21 32 357K #93 m
R T 05, TS B R A miR-21 T
N SA-AKT TR TE YR TT R WG . b AT — LE B 538 1ok 25 W) ok
U miRNA 3T (9 3 35 R i3 1 2h g, Xu %51 BT %
B, K2 I 2ok 9 5 4 A S B i 88 e B R G S) 7 1
(long non-coding metastasis—associated lung adenocarcinoma

transcript 1, IneMALAT1) /miR-370-3p/ & iT % % Ji% & [ Bl

(high mobility group protein B1, HMGB1 ) KB S INEE 5 Yang
xS B gy Fe ], SRR AL miR-27a/ F LKA T B
1% AL B 1 45 A 2 1 3 (growth factor B -activated kinase 1
binding protein 3, TAB3 )/ %55 5 R F —xB (nuclear factor-kB ,
NF-xB) KB 1 UIfi 5 Zheng 5% BF 55 2 W, 53 747 15 i 5o
B4 miR-290-5p (933K 1] I CCL-2 A4 4E B F7K°F
Zhang Fl Xiang ¥ BT W, RS AN 3 55 miR-218-5p
(1) 2RI SA-AKI 5 Li 45" W50 2 By PO TG A i i
1 miR-25 38 ] T 9 SR AL B 11 (reduced nicotinamide
adenine dinucleotide phosphate, NADPH) AL i 4 >k 2% fit
Wiffi. BT, 7E SA-AKI ' miRNA VERIATT NI A £, 16
o B — 2L IBIEE .
4 N5

25 B PrIR, 3T JLAF miRNA 76 AKL Ff i A 53 80 ™
7. CAMFGEIESE AE SA-AKT L7776 miRNA B %3k 2%
5o EH, BEGE S PR A RS AL ORI miRNA )26
ik, IS AR X R AL miRNA [958 LR & B 25 S 5k
(1) miRNA ; SR 8L 9875 miRNA FERTAL P 23Kk, ok
MR EE AT LN B4 (1) FRIN AR AL T 7™ A RO o 38 4 3k SE
FEHTAF 25, UL miRNA 76 SA-AKI H % A4 & & FNG YT
5 ThIAT 5 A VEH, RIS SA-AKT AR 32 W Fa Y7 A 1
TERIN (B (L, 6T miRNA 25558 FH T IR RIZ Wi 367
SRR SR BT FERESS . FHT, miRNA 78 SA-AKI H)
WFFEHL A 2E— LRI R
MR A MEE R TR 25 vh 58
Sk
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