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Abstract

Cerebral ischemia/reperfusion injury (CIRI) is a common pathophysiological phenomenon in the
recovery of blood flow in patients with cerebral ischemia. The pathogenesis involves multiple
pathways, mainly related to energy metabolism disorder, Ca2* overload, oxidative stress, inflam-
matory reaction and so on. MicroRNA is a small non-coding regulation RNA in eukaryotes found in
recent years. Its mechanism is mainly regulation of gene expression after transcription. Recent
studies have found that related miRNAs are involved in the development of CIRI. This paper main-
ly reviews the pathogenesis of CIRI, describes the role of related miRNAs in the regulation of CIRI,
and provides new targets and ideas for the prevention and treatment of CIRI.
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1. 5|8

a5t T e A L5 2 N PR 22 AL PR ok T 20, 240 ol e i I 38795 T 70%~80%, s I i 2H 2 Bk
SMAREVE, ERTRAT M A HE R I R e a7 B H PR 2 ) i I P08 s, AR A3 2 5 sk I
XA 2345405, I P B R A R D i i L/ P 8 ¥ 5247 (cerebral ischemia/reperfusion injury, CIRI) [1]. f/MZ
IER(miRNA) R — R KL 21~22 MEHER AN ERIS RNA, A AZS SHE(E RNA (mRNA)F 3 -JEF1 X
(UTR), HAEFESEJG /AKX B R SRR AT i 2]. 45T, miRNA 32 A28 30% LA B2 R gmhit 3],
H AT miRNA X mRNA [ BAR LS A G 2TERE, (2 miRNA eSS IR E NI mRNA e #8511
VUR/E FIFEAR M AN 2 P R R ) ik . BIFFEaRBA[4], CIRI I, £ 70 miRNAs FFE KA, Ffild
U SRS 5 oIS CIRT i BEAE B2 . ARSO6 CIRI AL & miRNAs 7E 4% CIRI o 4 AR A

2. CIRI BYFRIBAE IEHL I
2.1. SRR

AL (Oxidative Stress, OS) & 48 1A A UL SHU A AE R AT, e T4k, 3 S0 ok i 2 1
R, EAR W, AR R R . A A NI B AR N AR B — R R R, O
PN FEEEZ MBI — AN EIERK[5]. CIRL G, i MEEFEROS) AP A 5375 b 2 18] 5745 1 4T 15
IR ROS I BE =4, T A REOS T A0 fif . BFFiRIL[6]: ROS B4, 458: O &
AR IR AL, AR IR, BN @ M N R g™ B 5241, i s M
@ MAFHR TR ISl (B RN A U N, @ MRk, SERERA R © FPAMRER A2
R X B, M/MREREE, MRS © AT 90 SO o g 80 5%

2.2. BEERIBER
WA N g, s, i ERD, Sl X kAR A gt R >, R AEIE ¥ ) T A B
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RIOGFRER, AR E ATP 7LD, SEMALSESTERE TR Z, SRk XL s
A, M IE sk i XN A LA 7] MRER I FREEVE S, ATP PR, ANERZRIE PR N BE, S B
M Na' R 28 i 51 Rt M 25 PRI K b, 3 B AR (1] 540, T P EVE IR0, 4 P 5 4
P 2 T 25 1 0 R A0 K P Rl LB % a1k B i R R TS 50 T 5 RS A A 38 P 4 S T I, 3 plk
Rk Re R G bR, SERhZ .

FREEERIIE LT, LRk DNA 248, MERPIREE S &0 i 113 58 BVE 2 BIR0R, RRR RS &
Prid PEs2 45, SR ARVERS R RIKEE E SV e god AN, B A g, a7 A A g
WIEERAE ST, FECAMIA T, (R A DNA AJZRIE KL AT 51k R B A HEAT VE e v, S st (8],

2.3. Ca*'{BE}

Ca” g Efrd B — AN E LR, IEHER T, s TABR Ca® MRIEEEMES SR,
FEAFERIL AT Ca® VR FEE A2 4L A 119 10,000 i Mk ML BRAUS , AU Ca® VR E A, 51 a4 45
Ca® H#[9]. Ca’ WHASMIRFHL AR, Ca¥'1E CIRI W EE(EHRIMELL FJLA: B, el
PSR Ca® MO, LIS U O BEAREE A2, BEARES C. MEGEE. WBEEE S, 15
AR S E AR A IR, SEEFRGRE10]. HK, BRE CIRUE, 45 KRK Ca® A
AP, fiRKERLATRIN Ca®", i Ca® REAETELRIIRP, Ca® AI4H] ATP A, fHBEE A FHRI11].

24. KIEER M

RS AR WA[12], & AR CIRI A EE 225 R 2 — g i it of Jm) S 4 2 v Ja ) R OB, P IR
PO FE GV RN A RIS S, REIIIR I G AT e AR T R R B R o A
REMREN T S5 KM RRE R RPN AR 2, b 5 2 E 3% 40 i R 4 8 28 B8 B8 7 (TNF)
AT 4 A 22 (IL) 5

7E CIRI [ Fh, SR FER F-a (TNF-a) K IEE EEAEM . Wil k4S5, TNF-o RIEEF&E,
FREVESS , TNF-o MR RRIE BT . AHERR, ] TNF-o 21K,  ATI6ER 6 i v i 45145
[13]o TNF-o {FBA0ME@E RN, (EREmiK ML, SEABRAE TR, FRME RGN, LT
Fr A A ERRE & R TL-18, MG PR HEVERS, TL-18 S EWETHE, FEEHN Ca® Fha, 5l ig
Bifi: R EIKF-IH&E, HE CIRI.

2.5. YRR

I 5 AL P B A i R L~ B (14 280 M 47 £ 2 e e A R AR AT, BRI AR 2 4H i T2 CIRI
MBI, I T R B MR © LhARN SRR T LRk E—MEFE, 7T 2R
RPHTE A, ik R A, (R T8 FURCRIR, 58 T LeE R TR Gk, #0E Caspase9,
SIEESUR N, HHMETI[14]. @ FETIZAR ST FET2 e — RS E 1, H AN R
X &AH—BE SRR R X, AKBEAKTIRE, MOy “PBdiiiiE” o MR 2 a4
Fas fl TNFR1. Fas (3BT 45 /3l Fas #5525 1 (FADD) 45 &, JE 5l caspase 2R IE [ 0, SR ARIE T2[15]
TNFR1 @it Fl TNF-a SZRSET- 45/ 38(TRADD)45 &, ‘T3 caspase ZGIC S5 FANMIET:. @ WJEM
PRV PR RAIMI Ca™ 1 R BEAEAEE, bt Ca” W EE MRS T R 42 e i 4n i T, IR,
FAXT IR BE 1Y) Ca® ' rl LA AR M 28 (I, (R F2Rhidhk, Sommms@ tE AR lafr, Rty T,

3. miRNAs 3#E CIRI i#72
£ CIRI [ BLAE BT FReb, A% miRNAs 2634 % 2584k . Yuan A 4 R 2580 58 28 57k BB I 20
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min 5 FEVT 30 min B¢ 24 h (9REAY, SR EEAE K B 5 1 miRNAs R IA T, 45 5L Gk I FFEETT 30 min
J5, 23 f miRNA i, 32 R F¥EVE 24 h J5, 40 i miRNA i, 31 FRiE[16], XLELA81LH
miRNAs A[ft2 5 | CIRL. 1 E A 1 HARH 7L R, 2R A2 H) miRNAs 38 i 5208 A 5] 145 5 8 2
W% CIRI (R .

3.1. miRNAs BIE SR

FEAS [ 2 2 R0 40 M ) 45 R AR i R ep, — 25 miRNAs 38355 ROS HIZKSF, M H B ik,
FE L A A8 S S B P R G VE I [17] [18]. 7E CIRI S AEH, X8 miRNAs ({835 & A2,
ROS W& 4448 . [N, HEHFFTIESZIX S miRNAs i % A0S AE CIRT H R IEME T . & B
CK2 J&TEW FLANY 40 M o A7 7E 1) 22 2R - 73 &R . CK2 =AM WA o o F1 .
il CK2a i1t 7175 NADPH A ALEGAE CIRI HRIER ARG EH[19]. NADPH 44k B2 7£ Gk i 3] 7]
PR E R EATAE B A E B FK . Liang [20]5F 2 37 41 f 00 #I<F/ 2 A (OGD/R) B AL CIRT, A I
miR-125 b K F-F+H, CK2a FIiEFFK. #H miR-125b 3057 N H miR-125b (EIE, RN CK2a 13l
fil, f# NADPH EAbBgII1E A RCR G, RSN, B4l r:. BTB 1 CNC [FJEYE 1 (Bachl)
R ANERET, BETMERTLR 2 MR T 28RN e (Nf2/ARE) & 544 S8 155 51
AT AL RSB 21] [22]0 Sun [23]55@ ¢ 2R EE R 5 K I Bachl J& miR-98-5p 4% 1 R iE
B, T4 OGD/R AARESL CIRI, & H miR-98-5p FiA KK, Bachl Fik#wm. f#H miR-98-5p )
BABhFE miR-98-5p (MK IBIE NG KL, Bachl RiXWAL, Nrf2 MZRIEEW N, ARE MiGHRS, W
127 OGD/R ¥ 3£ LM T A ROS I/~ 4 . PL X 6 miRNAs il i 1842 A S CIRT HH R FEAE
H.
3.2. miRNAs EZEE R

TERN R I PR3 15, miRNAs I8 o I #2 2e Ri A 1) Th BE E T 5 i e AR [24] . 7EBREUS R,
HiWE. ATP FIREFR IR K FF#%, miRNAs A7 LL™ST ATP 4 sl ADP {1564k, fif ADP/ATP L3
15 5 UL SR T 7 ZE S IR R B =, 20 I A 2 S o, 4 2R ¢ UL TV (COXTV)
SRR AR G, S5 ATP WA=, COXIV /KA &M R R I fE . miR-338
AT COXIV IRk, I HLAE M gnfidh B 28 (I I 2 P 2kifk mRNA RS 58 LB, 2 s Bt
FHACUH[25]. ADP-ZREIAL R FFE 2(Arl2) @A T IR i B IR e S 1, 24kifkH ADP/ATP )58t
#%. miR-15b @I #E ] Arl2 715 ATP IR, id%IA miR-15b ¥4 Tl Arl2 ik, Mifi#d ADP/ATP 58
A ATP 5 F[26] . S TR i ia B AR 5K 25 AR 3 B (sle25a3) 72 ATP 177 A8 fE b AN H) 2D [ 5 gt
HE, miR-141 WY sle25a3 WRIE, FHMLERLA ATP F7/24 . XL miRNAs 558 7% 2ok f4
T fe R ATP [F4E B/ CIRT H R FE/EH -

3.3. miRNAs 5 Ca”'#8%}

B/ B, Ca™ B S FIRR A EF M B, 2 3 U i 4545 3 2 b 45 R R 2R 1 i #G
SEFEE . Li 27)5 R R, miR-202-5p M id A UL Ca> #E8, Bi bR AT RE AL, (R0
JULE A S 2 SR L P A . G O LA R P S RS AN 2R R T RS, R R BE O AR IR ThRE R &,
IEH R R AUk P EEE A R R, 250 ThAE. Cha [28)55HF 7T KL, miR-145 FIRLRIETER
A 3R S I A/ 1 B R B T (CaMIKID) R AR 30 LR B T £ Ca> B4, 3R /b O UL 4H
FEAIPET . T miRNAs 55 CIRI 71 Ca® FEEAR S ML G FE 0T 5T
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3.4. miRNAs SRR M

CIRL J5, JRERIRE M 2 A f = A K E RN, /2 CIRL SRR EEER Y. [/ 2R ID)-1 524k
FHCBIE 4 (IRAK 4)2 25 RIR G e N E I FE I OCEE 73F[29], 7EH Toll 52 A(TLRs)/IL-1 52K (IL-1R)
A T s R FEAE FI[30] [31]. Tian [32]% &I, CIRI /N H miR-93 HIFRIA /KB BRI,
W TR TRAK 4 B0, S8R 9ORE K7 IR IE , 772 A8 JORE I B o BT 75 44 i miR-93, fiik 45 IRAK
4 7£ CIRT HRIEPIRAEH, WD RIERN, AR AEH . Nurrl (NR4A2)RAZZAE 4 KRN L%
PRI R, BFFE s Nurrl JE 55 /08 557 240 B 3 26 i J2E 1R s 31 1) NF-kB-p65 X Bk i i 78 M &
BEVEN R AIFRIE[33] [34]. Xie [35]4538 ik N7 K 5R0G BR L/ P8 VR A8 R I miR-145-5p RIATH#, Nurrl
(R ZERBRAR, FHIE I X5 RS0 5 Y miR-145-5p HPEET Nurrl. i miR-145-5p idF#ik, S5
Nurrl 5[] TNF-o ZIATH 57, D 1 oK B R V477 - X 28 miRNAs 38 H T & /0 5T IL-1 580 TNF-a
FEAR RRE RN, I AR CIRI

3.5. miRNAs 5B

R e — ol v FEE LR 5 0 7 AR R A28, 180 P S 5 2 1 RS2 40 0 B 28 25 SR AN R T 4B A7 v I R 3
FEAe B f = A2 ) SRR AR T4 M B2 5, DAAERRAE M N PR AR AR [36]. fE42FE CIRT B, HWR
REZPOE RO IR B ERE R . BV Id 255 2 A WA SR 25, Hodh B WRRHIE & 1 Beclin-1
T A b AR M B O AR S B R B (LC3) X T [ W ARG I B A B8 7 Y [37]. SIRT1 EAMZ
TRIER, A2 VF 250 H 1 B WA 5T - Tian [38]55 437 OGD/R AL CIRT &I, miR-138 ik T i,
SIRT1 ik L. iEIE X0 R FEHE R 45 V2E B SIRT1 AT A& miR-138 1% K R HE A7 . Filif% miR-138
JE R, SIRT1 FILEZETHE, Beclin-1 1 LC3 [HE F/KFRE T, (R Em, KIERPER-EP <
0.05). %A F-«B #uEH(Act)] 2 E3 iz HEHM, 2540 AWEEE Y. Sun [39]55 3/ K CIRI
BRI miR-298 i, Actl b, 4HMAAEZHIE . B S B miR-298 HFRIA, MMEXT Actl 1)
0, Wb BVEM SR AMRIE, FSAMLET, IMEMIRL . XL miRNAs Sl T B W3
DR W, 4 CIRT R R AE R E

3.6. miRNAs FIF AT KB

7E CIRI $f5 4, miRNAs i i 520 8 T AH SIS R i A 4 M T2d@ % . Bel-2 B A& Caspase
KR Fas HEFF ps3 BV 2 0 TAH DGR EI 2 5 T4 T d #2[40] [41]. Bel-2 FEEEH 14 (Bel-G)
J&F Bel-2 KM — AR, iR R IR TR R F[42]. Yao [43)45 0t 28 F vk 7 K R sl i
FRREERAR L, miR-496 Kk T, Bel-G ik L. il 4 ff miR-496 it Kik, #INT XF Bel-G [
HEIER, BRI H% . Sirtuin 1 (SIRT1)& —FHKHH T NAD AR A LR B, ' 2U0ERE R
YT ¥ SIR2 Fh e L340 (R s S DR v 1) f s TR 1 (440 ST R BI[45], SIRT1 HA AR VER - Lu [46]
SR DU R U SR A Y fh, SIRT1 BEh0 miR-22 FIFRIE, HIHI K RAETL P caspase-3 IS TE,
WA TCHI T . IS, SIRT1 AR/ miR-22 HIZRIL, 1N caspase-3 FITEME, #P& T30,
X L8 miRNAs P i 520 240 J 8 T2l B8 72 CIRL R HE/ER

4. RE

2E FRR, HEStE miRNAs @ R T AHSCE R . SALRIE. ReERE. Ca® MiE. RISV .
BHIEMXEA%2 5 CIRL #f2. miRNAs | 7225 CIRI kAR BIEFE, ¢ miRNAs #&8, #it
—BAEFE R K P67 CIRT FREAEHE I FE, A CIRI ARG VA $2 415 1 BB A0 5 1) o
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