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Research progress on microRNAs that mediate cerebral ischemia—reperfusion
injury by regulating the Nrf2-related signaling pathway

Bl Jingzhuang?, YU Jinnan!, LOU Chao!, GAO Kun?, ZHANG Kun'*, SHI Ruili**

(1. School of Basic Medicine and Forensic Medicine, Baotou Medical College, Baotou 014000, China. 2. the First Affiliated Hospital of Baotou
Medical College, Baotou 014000)

Abstract  Cerebral ischemia—reperfusion (CIR) injury refers to the phenomenon in which restoration of blood supply
(reperfusion) after interruption of cerebral blood flow (ischemia) paradoxically aggravates tissue damage. Its core pathological
features include the cascade amplification of oxidative stress, inflammatory responses, and apoptosis, which severely impair
neurological functional recovery. The nuclear factor erythroid 2-related factor 2 (Nrf2) signaling pathway plays an important
role in protecting against CIR injury. MicroRNAs (miRNAs) can regulate the activity of Nrf2-related signaling pathways by
directly binding to Nrf2 mRNA or indirectly modulating the expression of upstream regulatory factors. Increasing Nrf2
expression or activity, or modulating the levels of related miRNAs, exerts protective effects against CIR injury. This review
systematically summarizes recent research on miRNA-mediated regulation of the Nrf2 signaling pathway in CIR injury,
focusing on direct and indirect regulatory modes and their pathological significance, with the aim of providing new research
directions and potential targets for the precise prevention and treatment of CIR injury.
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P, 1S 78 E bR BT AT 0 s L I MR R O, (BRI AR AR TR BRI E AR AER, 1S R L
i) 2 B T & Bl DR 5 SO 0 L B RS, 2R 5 R e A AR L ERAEPEIR SR, I AR R
AP Thae s e R B, B AT, 1S MIGIRA 206 T7 iR A BR, 35 BRI ks A F LR R S 32 LR
SRS I LA, LK i IR A K 2 S5 RT R 2 5 Ok P R afL Y (cerebral ischemia-reperfusion, CIR)
#EM. CIR #i5 Z e K Sl i UM J5, KA EFEE . 45 -3 L 2 b AR Th e Bt 51 R 0% R 1
AR, T IOE SE IR RN BEUA I B B 5 S B R TSR A B AE T AR ST, SREUEIEAR RS OR
H A A S BN ARG AN R TG s H A S AL RO E A RO BT, J8 I I 7% 4 4 (reactive oxygen
species, ROS) K7 5§81k R Gu kvl 51 5 B AN B 4 i #2 B

B IK 7 E2 #H9S AT 2 (nuclear factor erythroid-2-related factor 2, Nrf2) & —FiZERRH T, B4
W Z AP E LB R T B 1) R IE, (k0 PR A7 TG DL R 4 Rl R 0 A pE R Fa S8, e R W,
Nrf2 #5G(5 5 BBk £ A AL B0A 10 CIR B hile & mEAEHUL. ghoh, /N RNA (microRNA,
miR) HZiE B A LL %2 Nrf2 fRIEREGEE, Kk, 4% Nrf2 #1565 5@ miR Al g8 & 7577 CIR
151405 BT AE IR T B R

1 Nrf2 B9258, VEEHLEIRELE CIR IR{AFRIMERIP(ER

Nrf2 "2 AT 2ANALBEFR, Z07EE 7 M4 (Nehl~7) . Neh2. Neh6 1 Neh7
REVETY Nrf2 fofssetE, b Neh2 S FMKENA Kelch FERAE N EH<EH-1 (kelch-like ECH
associated protein-1, Keapl) MI&5i& 7 ri, Keapl LLVZ /& FHEGAMKBISAIEHE Nrf2 BEfg, 5
ONrf2 By PO R, fE W OB IR A R, Keapl M4 A ¥ B H R Bk B
(Cys226/Cys613/Cys622/Cys624) #it&Mi, MR KAEME, T T Keapl 5 Nrf2 FIAHEAEH, M
BE Nrf2 [0E & H S 6. S AH Nrf2 5 Maf. JunD. c-dun 585 TR Bk, 25
5555 T 4 (activating transcription factor 4, ATF4) LA DNA [t %4k e % 7efF Cantioxidant
response elements, ARE) #5&, b FEAIRMRIEFRIL, OIS AMER. BE LY EAE.
AR . EEE AR SR S i S BCH IO B e = s fE-1. Sl HE
FRIEEE . B BEH K S-#4 7 fg

VFZWR R, Nrf2 76 1S HHid K&, H Nrf2 75 KRR 50 X & Bl & & TR A0 X Hp e 020 RS
R IR M AR R — AR R R R, HE FEIRE Nrf2 A R T ek 2D o o S R i 2 23 45
17, WnRAAZER A GEE I BOE Nrf2/ L4 R A & -1 (heme oxygenase-1, HO-1) B, 04 AL M
A& e T, Xt CIR $if RIELRYE IS, BhAl, e Nrf2 siRNA 7] k2D 21 4 5 3 06 S0 0 3 25
(oxygen-glucose deprivation/recovery, OGD/R) HT22 4Hfl iy /E 4, Nrf2 s &A% 575 1)
BUI AT RE ¥ R PTEAL N BT R RRAThAE . RY M BERE . AT BSE TR (L 1),
Nrf2 Al o i 3k ok Ak 1 W 18T DL % o 3 2 b Ak 3 1) Th R R AS ISR R Ik R AR R AR T BE, HETMIZE CIR
Pt R R E .
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Figure 1 Mechanism of Nrf2’s effect on ischemic stroke

2 miR $E[EiEE Nrf2 7£ CIR {5+ HIER

E/NAESRAS RNA A1, miR AJ 3@ ik fll il 5% S sl B A0 mRNA SRR T8 A F R iAo AR AL
&, ARNEELH miR Al 55 mRNA 7 3°-3E#H %X (untranslated region, UTR) 8¢ 5°-UTR 45 E
FFANE A, IR R R B0 AR mRNA, miR ] i i 5 2 K 1 )5 3 X 3o 48 A SR i 205 &
e, 76 CIR #if5+, miR AlEIL S8 H Nrf2 B0 Nrf2 i B34 K 71 3°-UTR, #Em T CIR Hifh
HIfE, PAR RS TAE miR 78 Nrf2 142 J 4 FH A % CIR 5475 i 52 .

2.1 EE[M Nrf2 B9 miR REEENLE

Wang I HTF 78 & B K i 7 3 ik 1] 2€ 75 7 (middle cerebral artery occlusion and reperfusion,
MCAO/R) /IR FFHEVEG 24 h A1 48 h KN BZ 5 miR-93 /K T+, i F miR-93 4 $7t 751 vl a2 o i
TEARFR . PR TR B A 20 0 o RSN SR, #] miR-93 K iA n[ k4% OGD/R 5 F [ #£ JT
20 M AL RLEOK Y. AR, BEFTIE R I miR-93 RN N T Nrf2 A1 HO-1 3Rk, L xRk
FERIE UESE miR-93 B2 5 Nrf2 1) 3°-UTR 475456 . fJa, WFA RIS Nrf2 80 HO-1 kR T
miR-93 &L F KN JC A M ) R R T X e g KRB, miR-93 #Piifdid Nrf2/HO-1 Hi%
38 43 e o o A 45 45 120,

miR-98-5p #IA N e 5 M BAH G miR, TEIH™T 2 M N EE T 4l O A2 v R I OCHE A, W
PP AU HAF G FEAL N, 1 2R iE8 miR-98-5p R] LAY/ OGD/R % SR 2 o4l i I T2 A1 ROS
B RO Ak, Sun SERURT R R AT, UUER Nrf2 1% 7 miR-98-5p %t CIR {7 I3 1, E M
Nrf2 /& miR-98-5p 7£ CIR {5 H 1) B Z 4L 1,

LI ZRARE R R, AR RKIGIT ] B E > MCAO/R KB BEACAAFR, 4%, Mk
WCAZ IR RE )12 4. R R AL PR R 5 00 7 AR & T 40 U8 JE A8 77 FRAR A T S AN 4 ) S5 A0 BB
A R R, R R AIH miR-128-3p JEdt— P HEuE Nrf2 @i DL > A R, 28 Bk, %
TR @ 0] miR-128-3p JFEE Nrf2 AH2C(5 S @M, 4% CIR #i4i.

PEE, ALK E (dexmedetomidine, Dex) AbFER[#I#| miR-140-5p Fik, FHIt@EEBAH %
il e 5% W) 1(metastasis associated lung adenocarcinoma transcript 1, MALAT1) 1 Nrf2 ik, @ik
MALATL T 7H&cdifart Nrf2 fRIE IRk 78R t4h, miR-140-5p 7& B 5 1m) # #
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Nrf2 B E I, 784 MALATL BRI FR miR. Qin 2515t £ 87, Dex ifiid #1 MALAT1/miR-140-
5p/Nrf2 i, %f CIR i S (1 i 453 455 CR 4 1E F

MiR-142-5p # A Jy e —Fh B B A M A7 v 1T IR 7. BFFER B, miR-142-5p 7E OGD/R #5511
AT RIA FiE, TANH] miR-142-5p A LAZEfiR OGD/R %S 1 4 M 452 45 Al S8 AL B i, i ik
miR-142-5p 2= T B 20 A 453455 A B AL R i b Ak, Nrf2 #%iERH 2 miR-142-5p K EFEHEAS, Nrf2 78
MiR-142-5p i %35 i 40 BB 78 b e SO, RAR Nrf2 779 B f 4] miR-142-5p A S & AR 51 T .
2z FRTR, N miR-142-5p Al et Nrf2 %3k, %% OGD/R 5 S (44 2 7o 40 i 4545 241

Chu ZEPIEf 50K BH, 7€ OGD/R % T\ 4% 41 fR/ 41 fe  (Pheochromocytoma cells 12, PC12)
i, A B Rol A MBI IER, JF 583 BK miR-144 [RIE, i Nrf2 (% 560, 1
5 Nrf2/ARE {550 RIA, HEEE Rol MR, HOAPEREMA . ik Nrf2 Uk
7 Rgl 7£ OGD/R i#'F PC12 4y & RIF1EH , (HX) miR-144 [REE A #H, KA miR-
144 7% Nrf2 () L3RS K 1. 76 OGDIR %S 1) PC12 4l ferh, ik miR-144 nl W% Rgl Xt Nrf2/ARE
B HEOE . TAE MCAO/R KEH, Rl 4525kis 7SI ERifs, JFBUE Nrf2/ARE JERE, @i
MiR-144-shRNA V5 21| 00 (1 &R i i 5 b, VSRR 7 Rol BIRPER, XELIE#E R Rol £@id
W miR-144 Y Nrf2/ARE (55 @8 . B2, AW EMHE, Rol nliE /D> miR-144 (KL
FEAEHE Nrf2/ARE 38 % K 8 %% CIR #5145 .

W R I miR-153 7E#:5%2 OGD/R 5 T /5 A& o 4n i v 5 3% L, i #0H] miR-153 3Kk i 3% &
% 7 OGD/R 53 £ Ju A Mo B 4 A As A S, JF 38R dF 1 Nrf2 1 HO-1 381K, JiER Nrf2 n][H
W f #0f1) miR-153 /1 SR A LRI EH . XL TR, 0 miR-153 3@ g 915 Nrf2/HO-1 15 5@ #%
R 1 4 e 4N % 52 OGD/R % 5 i #5143 261,

Zhai ZPHF 50 KB, RZE R (pachymic acid, PA) #] i % iy &k %/ E % ( hypoxialre-
oxygenation, H/R) &R HI#H & n A Mudiif, mAPH miR-155 wliE I EOE Nrf2/HO-1 18 2% 42 = 40 ff i
FIRER DA PE T . PA BT miR-155/NRF2/HO-1 B 1k HIR 7 S 44 42 7o 40 i 45145 .

Zhang 28I FEAEH], miR-302b-3p AIE S T U B AT 4E 4 g A= K K- (fibroblast growth factor,
FGF) 15 Ji#E OGD/R #SMth& uafudnifi. sest, ##] miR-302b-3p A7 Nrf2/ARE 15518
P, k> ROS A p, HEIM K OGD/R 5 3 WM. ER] T miR-302b-3p Al i 47 Nrf2/ARE
5 IE M, HEfsgm CIR #1147 .

2.2 miR @z GSK3p/Nrf2 FS51BEETE CIR IR{AFHER

BE R & 8 3P (glycogen synthase kinase 3 B, GSK3B) fEMZ It KERIE, HAMTER
B, T GSK3B ml@id G Nrf2/ARE [5 5B, ABURRMAEIOHT, RPMEKaes CIR i
151291,

FGF19 & —Ff & S U 4i AR R R W K 7, ATAE CIR 5045 A AN B S5 8 1 475 Bt 80 Ak I 3 3 sl 26 4 i
TR0, Zhou Z5BURF 5t £ 8], miR-9-3p £ MCAO/R /MR i ZH43F1 OGD/R % S H) HT22 4 fifg o & 2
i, T miR-9-3p Al i FGF19 RIAKF, i MCAOIR /)R I FEAAF K OGDIR i 3
() 40 B A3 5 AN SRk B . LR L T AR, #IH] miR-9-3p FI YR FGF19 MRk, b i y
GSK3B/Nrf2/ARE 15 5/ T Pra B, 298 CIR i) .

miR-135a Al miR-135b-5p & XEE AN M8 CoIR TR 7, CHUERIAE CIR #5i  R # 8 EH -
OGD/R S M £ e 4 i 2> 5 2 miR-135a Al miR-135b-5p KA R, 1% SiXE miR it Rkl it
T GSK3B HZRiE, HEmEE Nrf2/ARE {55, M4 OGD/R 5 3 4 i 452 47 A1 S8 Ak
?}%[32‘3?’]0
2.3 miR @z Brgl/Nrf2 (5518 CIR {5+ RIER

Brahma #H <% X 1 (brahma-related gene 1, Brgl) & W FL 304 e/ 0 R Al K B2 (switch
defective / sucrose non-fermentable, SWI/SNF) & &WH— A~ O AL 3E, 38 13 18 5 16 FL 30 90 48 i
Jetb OGS AN, ERRERE P REEEEH. /£ CIR SN ~, Brgl @it #iE Nrf2 45
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IERERA NSNS S il KR AT ol

Li B RY, 4 OGD/R AFEMIM L TTMMt miR-144-3p KiLAF FiF; EEKiE miR-
144-3p A h0 EEAL SRR A G TS, 1 R miR-144-3p N AT 4 OGD/R At ign i tiifs, K IEH
FHER . AL, 4] miR-144-3p M ALt T Nrf2 (4% 5 A2 A1 ARE 3SR, I HEdK Brgl &
F FEAK T H0H miR-144-3p A UM R IE M . RWIIERIE miR-144-3p AT I Brgl/Nrf2/ARE {55
W%, AT I E OGDI/R 7 S i 40 i 45147

Li RO KL, £ OGDIR %55 HT22 M4 udiffl)a, 40 miR-199a-5p Fik/KF &3 k
#, miR-199a-5p it Fik AT OGD/R 5 SHIMZ TG M T- A ROS 742, I miR-199a-5p #
BN T RS EAERRZ, BFFKI Brgl f& miR-199a-5p [ R4y 1. #liH| miR-199a-5p
AlE L #E A Brgl R #F Nrf2/HO-1 {5 5 B EE IS, 1Y ER Brgl wl i #4401 miR-199a-5p /i 5 [ 4 £ {
PER . 28 LRk, T miR-199a-5p mli@ it i Brgl ®ik, ¥ Nrf2/HO-1 5518, R4
TCYH L % 52 OGDIR 7 S (1 40 i 451475
2.4 miR @z Keapl/Nrf2 (FSBEIETE CIR IR1B5HHIER

Keapl 7& Cullin3 (CUL3) ¥z & E3 ERBFN —MAHME 7, I BAENZ R E3 SN EREER
B RIFVER, RIS Nrf2 5992 S 40 K H g eel,

Wei R 5%8 %I, 7E OGD/R %55 19 HT22 ZHfufE i b, miR-29 ZKj% (miR-29a/blc) [K#ik
BERAK. miR-29 FKiEiE XX T OGD/R T HT22 MMttt ROS Jf i Al KL it 4 @ & H g
(MMPs) HIFEM%. o, BFRIEKRI, TRiE miR-29 AJ##] Keapl. B 4Hk IR 2 #H55 X(B-cell
lymphoma 2-associated X, Bax)# 1 #1 p53 I I # - i 45 Al F (p53 up-regulated modulator of
apoptosis, PUMA) [3RIA, FFNT Nrf2 f3Rik. £ miR-29 FKEn @ Mb L T-E AR
ik, W& Nrf2 FH5G(E S, 4 CIR #if.

FHE, 7€ MCAO/R KRMiMHAEIX, miR-34b FRIA/KF LA AN #6770 F i, it £iE miR-
34b W] L BEAR AR SRR AN, A0 Nrf2 1 HO-1 88 (3R IA /KT, () B 384 o s 768 484 4 05 A0 g A A e
AL LB R T CIR Hifdi. il $Rik Keapl A% 59 miR-34b fItH &Ry {EM, F W miR-34b J
AIE T B 4 0 A 4 1) Keapl FOER 1K T, 98 CIR 45455 1%81,

WL £, £ MCAO/R Al OGD/R ST, il fz it 44U JFEAR A 2 e b 22 1) miR-139-5p
. Keapl L. Nrf2 MIEHSELIRZ G LA ROS RENHIR AL EAMEEAEALRIE. HA
Z B Rd (Rd) 7] i miR-139-5p HIFRIA, ] Keapl #sxiftEIfdEusE Nrf2 HLefbizit, Wi
CIR #5159,

Zhou %5V SR, 7E HIR AbFEfY PC12 4, miR-141 (RIA N, Keapl Rik/KFIHm,
Nrf2 #% 2 60K F F . i RE miR-141 AbHE v BH B o 3% H/R % S4B %G, M miR-141 $is7) m
SEMBEAEHAG. BT, miR-141 Al /5 Keapl/Nrf2 {5 5l B AC #E40 MRS /1, kI gn i -,
FEAR AL, MR HIR 75 5 I 40 i 43 4%

WA R, HZ B (resveratrol, Res) wJ DLk ] miR-450b-5p # im0 Keapl i s
Nrf2 i@ . 1% miR-450b-5p 2% T i Keapl nJ @t — Pt Res IRy 1EMH, 11~ miR-450b-5p 5% I
T Keapl MIAH& . %R, Res £ CIR #5145 H il i miR-450b-5p/Keapl/Nrf2 i@ % & 5 # & -3 1E
e,

Ma %5255t R B, miR-602 £ OGD/R % J& I A f¥ I & P4 B2 Chuman brain microvascular
endothelial, HMBE) #ifdd i, 1 miR-602 w] i@t il Nrf2/ARE 15 5 i I i) 38 18 7K 7 K B
ROS KV, AR AES. doh, WERE K Keapl FI¥2HI LR —Wiidls A LJRBEMEMEA 1
(HMG-CoA reductase degradation protein 1, Hrdl) & miR-602 fJ Fii#[H ¥, 3Kk Keapl Al Hrdl A]
PLi¥i ¥ miR-602 /£ OGD/R %53 1) HMBEC & Ry /EH . [Flitk, miR-602 5 H RF) Keapl #
Hrd1 AT RERCA B ¥ HMBEC S8 A0 7 3 453 453 75 5 1100 400 R 980 1 1 98 4 3 A
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25 mi FIEEM Nrf2 £ F1E CIR IR+ HIVER

B 5 I B (A 2B 1 R 11 (Ca®*/calmodulin-dependent protein kinase 11, CaMKII) & —fhz
BRI EA R (BN, ORI Ca?tRads, FEANMVE T b S B ), IR RIS E A
B (adenosine activated protein kinase, AMPK) &% 5 CAMKK2 zh751$% Ca?*-ATP [ %8 K4,
AMPK w]fih 'k 2 4B FI T ATP P45 SimEglas]l, SR, OL-FS13 (—FhiF A K&t Rk
s Z R4 k) % OGDIR ¥ 51 PC12 4 il fll MCAO/R KB B A5 1EF, 1 miR-21-3p i #ik ]
A 4H CAMKK2 ik K& AMPK g4, JFEHAH] 7 OL-FS13 X CIR #ifn Mveyr/EH . M4
CAMKK?2 m]5$7 OL-FS13 i Nrf2, MW OL-FS13 ffitefbidth. # B OL-FS13 A i@ id 41l
miR-21-3p, 7% CAMKK2/AMPK/NI2 %=k i % CIR 5115461,

DUERAS B A5 N Csilent mating type information regulation 2 homolog, SIRT) 1 J& T Sirtuins &
W, 1M Sirtuins J& — AR FZ IR S A% RGBS (nicotinamide adenine dinucleotide, NAD+) &K
YRR 2 C AL B, TR 2 R AR E AR B AR, BRI . W EALNB . SOE A A R
W, B AERME, SIRTUNM2 E5EHRKRSE 7 24 KO0 DL 2B 1T P A 1k A4
o FEEE, Li ZEUOHE Y kK L, miR-126 fE OGD/R % 5 ) A & ik 9 2 Chuman umbilical vein
endothelial, HUVE) #iifirh ik B G 1F N CIR G HIRAMERL, Z40 %Y miR-126 #4014
JG, WE: OGD/R 5 5 (1 40 Muvd 71 T B R A 4k B B, 30 B PR HL I FT RE 2 miR-126 @ i i
SIRTL/Nrf2 {55 %, ke A0 R BOR 20 I B, HET sk 7 OGD/R X HUVEC 4 i 1) # 4 5
.]~$[49]0

IWEER IR FF (cyclic adenosine monophosphate, CAMP) & —Fft d ZE [ 55 {546, W5 & (1 B
(%M 5 2R RS B 0% 2 R AE AL FE B, RN cAMP /KT 1 T e T DL 3 A 5 3 ol iR 1 2
NG4S E E (cAMP-response element binding protein, CREB) {117 & 1k, i o 48 48 i 1 47t 28 AL g
77, [FRIEHERE Nrf2 [ 35RE P2, Wang B3R 7t R B, 76 CIR #1454, miR-134 FRIE L, MG
il CREB WIS MZRIA, T ROS A4 i fiifh . M4L{e3s B (safflower yellow, SYB) nJifid 1%
N2 cAMP JK-F, #] miR-134 3Rik, JFIGE CREB/Nrf2 i@ #%, Wiz CIR Hif5B3.,

Sestrins #& — 2 E AR SF I RRE S E A, @I Z AL R 40 % DNA $3475 . SR E L N
SR R P, Sestrin 2 42 Sestrins SR WA 2 —, AEITEGE Nrf2 05 5@, 84> ROS 1
P, TR HTE AL R, R, 1%k miR-148b-3p FIHYM ROS A AN #H & L4l HuE T2
b4k, miR-148b-3p J@id Sestrin 2 /-5 Nrf2 #15¢(5 5@, Kk, JUB miR-148b-3p nli@ it -1
Sestrin 2 FEE Nrf2 (5 58 8%, KIEMESRIER.

5 fish J5 B0 K 11-93 (postsynaptic density protein-93, PSD-93) JEfK4h & SR ELEE (membrane-
associated guanylate kinases, MAGUKs) HJ—/NEA!, WFFR, mfik PSD-93 R 8 R i Bk I 75 5 11
/I BROK G 2 e P i AN e 22 e 3545 %), Zhang 2507 5 R B, OGD/R 5 S & e 4l g s miR-152-3p
FIE T, W miR-152-3p i FIAT IR OGD/R Xf #H& LA ML A4 455, /b4 T-F1 ROS ™
Ao MHEEZ R, #%H miR-152-3p FiE NN T OGD/R i SN Hi . 3645 B BoRid £k PSD-
93 ERYTER Nrf2 A% OGD/R i S M4 6% miR-152-3p MM MRYEH . BRI 5, XEesh B L
miR-152-3p @i ] PSD-93 Kk, E#E Nrf2/ARE HiEA LG BRI, R L el 2
OGD/R 5 F 4 .

SIRT6 J& T Sirtuins ZK %, EEEAMEAMEZE T, EARAH. DNA BGEBE . SN S EY
ot R R % EEAEH B, Zhang £, 7E CIR #1454, SIRT6 A {E N Nrf2/ARE 15 53l 1 (1 1E
A, EE S Nrf2/ARE 15 5 5k % CIR #i4%. #EfRkiE, miR-370 £ MCAO/R K B fii 21
b Ei, RBR miR-370 RIUR/DAEAEARR, JkAR CIR #i45, AAASZIGE W], R miR-370 Wl GE
4H % 71 9F 02> OGDIR S AM A BEA MO 40 R -0 k4, miR-370 n i SIRT6 ik FFiH™T
Nrf2/ARE {55iE#, Mm%k SIRT6 "M miR-370 N OGD/R #5540 i #1506, 2% 1
miR-370 i id #7] SIRT6/Nrf2/ARE 15538 & N & CIR #5145 .



FEZOMEAE microRNA JE IS I #25 Nrf2 A S A5 5 18 i S 3 A e I 3 98 3 403 0 11 #F e it 7

WE AR ULEE 3 s (Phosphatidylinositol 3-kinase, PI3K) /i [ B (protein kinase B, PKB,
AKT) {555 @8 e St j 2B Al gn R T2, 78 CIR it K IE ARy E B, Li
020 5 R I, ARFIE S 28 (lipopoly saccharide, LPS) T[4l OGD/R 5 /5 PC12 4Hjfir miR-
429 W3R iE, [FIRHEGE PIBK/AKT/NI2 {5 S, FEAMfl A4 MR % 5E . B 7038 K I miR-429 7] 171
AT PIBK, #%] miR-429 AT % PISK/AKT/NI2 5 Sl ek, 304 &40 N 3O K 0E [ N . [
I, A& LPS M8 T miR-429, G PISK/AKT/NIf2 i i /- 50621,

3 BEEERE

ASLLZEIR T AE CIR #i47 miR X Nrf2 {5 5@ B Dhae iR EH « AN CIR 1 3 Z HE ML
filz—, 1 Nrf2 2400 Pra R A E B S W E R, Nrf2 #2013 5 8 B 0 30E 548 k%
CIR #if77. Kk, ¥ Nrf2 FJRIEZIRIT CIR M—NEERAF. 28 miR 25U Nrf2 115814, I
U CIR i (LR 1) . B#fiXes miR 5 Nrf2 (A EAEH K&, "TLLN IS BB R IRALH G T
TWG, NN R AR EE S . WAL A E, miR BT 22 8 S R B %, (EK
R 1% AL AT SR M, R SR T 5 A R R AN K R 5 1 A AR AR S SR LSS B A ;. Nrf2 U 5 Bl JR 3
WA AR B BT, AR RS B A PR 1 [ B AR IO RO o b 7 A SR S T R A SR
MR JT ARSI S B4, 3 A HLES B 8 N HESD miR J7 5 1) e PR 6 1h 25 5 R sl 3 it

1 LECIRT T N2 B I miR
Table 1 miR regulating the Nrf2 pathway in CIR injury

/N RNA DR R e 2 A R XENe2 PR 225000
miR Target gene putative downstream gene  Effect on Nrf2  References
miR-9-3p GSK-3B INrf2 [31]
miR-21-3p CAMKK?2 INrf2 [46]
miR-29 Keapl TNrf2 [37]
miR-34b Keapl TNrf2 [38]
miR-93 Nrf2 INrf2 [19]
miR-98-5p Nrf2 TNrf2 [21]
miR-126 SIRT1 TNrf2 [49]
miR-128-3p Nrf2 INrf2 [22]
miR-134 CREB INrf2 [53]
miR-135a/b GSK3p TNrf2 [32,33]
miR-139-5p Keapl TNrf2 [39]
miR-140-5p Nrf2 INrf2 [23]
miR-141 Keapl TNrf2 [40]
miR-142-5p Nrf2 INrf2 [24]
miR-144 Nrf2 INrf2 [25]
miR-144-3p Brgl INrf2 [35]
miR-148b-3p Sestrin2 INrf2 [55]
miR-152-3p PSD-93 TNrf2 [57]
miR-153 Nrf2 INrf2 [26]
miR-155 Nrf2 INrf2 [27]
miR-199a-5p Brgl INrf2 [34]
miR-302b-3p Nrf2 INrf2 [28]
miR-370 SIRT6 INrf2 [60]
miR-429 PI3K INrf2 [62]
miR-450b-5p Keapl TNrf2 [41]
miR-602 Keapl TNrf2 [42]
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