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Research advances in the role of exosomal miRNA in ischemic stroke and its

modulation by traditional Chinese medicine

Wang Enhui’, Qin Hewei’
(1.School of Rehabilitation Medicine , Henan University of Chinese Medicine ; 2. Department of Rehabilitation
The Second Affiliated Hospital of Henan University of Chinese Medicine )
[ Abstract]Ischemic stroke(IS) is a cerebrovascular disease characterized by the interruption of cerebral blood flow due to acute occlu-
sion or stenosis of cerebral arteries, and its high disability and mortality rates pose a serious threat to public health. In recent years, exo-
somes, as important carriers of intercellular communication , have gradually gained attention for their role in central nervous system dis-
eases. Exosomes are rich in miRNAs, IncRNAs, circRNAs, and various nucleic acids and proteins, and by crossing the blood—brain bar-
rier, they enable long—distance signal transmission and play a key role in inhibiting neuroinflammation, promoting angiogenesis and
neural repair, and regulating programmed cell death. Meanwhile, traditional Chinese medicine interventions exert a neuroprotective ef-
fect through multiple targets and pathways by regulating the expression of exosomal miRNAs. This article systematically reviews the
main mechanisms of action of exosomal miRNAs in IS and summarizes the research advances in the regulation of exosomal miRNAs by
traditional Chinese medicine, in order to provide a theoretical basis for the precise diagnosis and treatment of IS and the development of
novel intervention strategies.
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L AE T A2 I T BB 24 R G H ol KUK 55 PR R BRI, H
T A0 M R L P 25 W AT SR AT B o A R W TR S, Sh B A
(exosome , Exo ) AT 2 228 [0 il [ e, 388 58 A\ 5 40 e (] 388 THUOE i
AR T8 S Y B , 2 5 P 22 R GER IR, TR
2 RGN RN AR Y, ShA R B A2 30~150 nm
F A ANBEL , LA AR T BT A AR IR, i PR
WV REFLFIIE KA & S BT IR BT LIRSS , 45 b
RNA (noncoding RNA, ncRNA) . #RJk RNA (circular RNA, cir-
cRNA) A1 /N RNA (microRNA , miRNA)P!, H: i miRNA /&
ANERUE GBS RNA , HC DB T 38 o D) F A5 (A% A% R (messen-
ger ribonucleic acid,mRNA) ¥4 5S¢ (456G 3 35 B2 DX 30 4l 0
PEIAEUE mRINA B, DT SE B 51 J5 /KT R 45 5 PR 3k 5
T LA A K, miRNA G i 2h i A i gk ARG ER
W i e 22 R 2 R ) 200 B AR BB, DTG 7 S 00 o i 4 R A
Mo CAUESERY], SNBSS T 19 miRNA X — U 4 40
W IRT7 O 1S J5 2 D REW A BA ER BRI Ti 1. AR
HEAMIAMA A 2 B miRNA 75 1S th /R AL AT R G,
JEIT G 25 v B 2598 i U A WF ST E I L AR 1S RS
IR YT R HE PSR AR

1 MME miRNA 402245 =

Valadi H 275 U H AN A RE B /5 miRNA 75 21 /2
[ 1z , I AR T REAL 8 —FP T ny 40 M R TR =, AP
& —2E AR 30~150 nm ALK AN AMEE , REAS 5 4R
miRNA .mRNA #1505 R B 55 2 Fp A= s v ), e g
S o f e B S B B B A S AR . AR H A R AR AR
FFE HY miRNA AT B 26 P62 30 = AN AR b, I B A h I (A
ARG . RS AMMAE i AR A R A A T
A SZ RGN , K FOIT #5171 D R 73 7 idh 0% 440 i
AT 57 52 A 240 B 1) A BRSO 2 e b 28 2R e R 2R 4
P, AR 2 2R G 2 0 i S AL TR M A, X
L AN IR 8 5 55 40 3T sz i 11 50 4 A AR T K AR 1R
B3k B AN, 7E M A AR B 8 S R v R A
HEEAE .

TEHN UM T #5417 1) 22 b £ W6 M 1 4 o, AR S A RNA
S F B LAY, P Ll miRNA o 5 . miRNA 22
K 18~25 MEH TR N IRTEAE i S 5E RNA 2 A7 7E T
FAZ AT AE e S SR ZKOE PR3 B DR 2R3k, AT & 44 M
miRNA (9495 iR T 40 MU , 76 RNA S5 W 1L AE T
T 53 A2 W) 9% miRNA (primary miRNA , pri-miRNA) , i 5 i
FEHEAZ TR I Drosha il T T /& miRNA (precursor miRNA ,
pre—miRNA) , Z JETEAI AL BT Hh ZAZMEAZTR NG I Dicer YJHIIE
J miRNA XUBE A, I i 28256 0 5 RNA I S I D0 & 14
(RNA-induced silencing complex, RISC) 7= 42 i Z4 Y miRNA
A miRNA FJ 2 2 % RISC, il i 5 48 mRNA 37 3F 8 i% X
(3’ untranslated region, 3'=UTR) B35 8 58 & B 45 A, 5
AL mRINA Sk g A0 T, DA T 70 S i K P A ] 4
RES T

557 miRNA A L, S AR miRNA A RAFROFRE T,
JLWE R SUZ BREES A8 v A7 U3 miRNA G 32 R A% R i 1Y)
Rfige o RIS, S B R 18 2E AR 25 1 R AT S e Sk
e FCRE A TE 2 L 5 20 2 B R s O S B BE R 45 B AL 8
WA AN TR A 3 a0 BRAS T |, S A T e Pt e
miRNA , DA 52 30 1 450 S PR 1 R 35 ke i 22 38 3=
WA AR miRNA 25 1S (9 ALl o Liun LY SR il
Bk P 2E (middle cerebral artery occlusion, MCAQ )BT if
JiG 8 PE Ab WA K miRNA 2 25 B 3% 47 40 0, K A 10 Fh
miRNA W 3R, I -5 52 S0 A0 11 AR i /N KA 09 2 T g
W A3 SR ARG . A AR AR miRNA T Jof 8 428 1ff 4
A A A T R SE N A B AR TE IS B P A G
B BN, SN MRS MZSERZR - 17-5p (micro ribo-
nucleic acid-17-5p, miR—17-5p) 7€ P S HH 41 it v =5 22 5%, 7T
Z: 5 URAEE TS H i A R A T L AU T IO ORI I A A i A e AR
K, A IMA miRNA 15 1S f) 22 Ffg 31 A B AR 25 DI AH OG , 1
IR AE IR T

2 AN miRNA 7E 1S B 94 R AL

TE IS 40K, % AR miRNA (OB SE H 2538 2 i 2908
UEFEUETZAMAMA miRNA T8 52 845 48 RE SR L 55 A2 i 248
&5 R AR P VEAE T 4R AR 2 5 IS Y R BIL R o B4 DL
1.

2.1 HpilAb 2 Ko

22 JRE LIV S 1S W A i 453 4% 1) B BRI i 22— , i ke
M A S, REAE DI AT TG R R Al A 5, AN AR It
N B AN 3T HE— DN S XA TR o /N5 20
Y bR i 28 FR 49 T B 1) S e A0, TE BRI 19 S AE Sz
RARREEVE I o ARG D REIRZSAN[R] , /N ot 2 e 3 mT A
P2 4 /9 M1 FHT 58 B9 M2 M2 RIS BIF 5 e B, 9 A Ah A A
miRNA 38 o 815 /N B AR A 2 5 1S Y RAE TR . TER
B #2542 48 (oxygen—glucose deprivation/reoxygenation , 0GD/
R) A5 5w 71 5 AR A3 /N2 4 2% R — 148b—3p (micro ribonucleic
acid—148b-3p, miR—148b-3p) ik T iy , Hoaed 235 7 B 8 s
A IRAESEAR TR, B AR A AE P /K7, AL 2 4 ) /NI
BT 20 0 614 2 A S 0 BN T 2 44 ik 2 AR P A Y. Ak, Zhao
YM AR B, OGD/R A F T AN h i 3 MBI R -223 -
3p(micro ribonucleic acid-223-3p, miR-223-3p) ik T %, fit
/N ST 20 M ) ML B A, 3850 1 A LA -6 (interleukin—
6,1L-6) Fl (A 41 il 41 % - 1B (interleukin-1B, IL-18) i B BT
b 404 2 - 10 (interleukin—10, IL-10) (9 35 , M
AL RAE i o T I miR-223-3p FIKJF , 7E MCAO £
B v m] B D I R BT IR BRI G SR AE S o B/ NS T 4
JRUAR A, SEAE /N BTG AL 2 G e L J Ao 28 9 A 5 4
FHLH . Horh NOD RESZ AR FAE 11 4540 UM 5C 3 11 3(NOD-
like receptor thermal protein domain associated protein 3,
NLRP3) % E /MATE 1 28 58 GE S W7 v 4 #5 SC SEEAE HT, JHG T
7% 52 M A R R 4 R 55 H i -1 (cysteine—aspartic acid
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P AR sE
bz N 15751

1

protease 1, caspase—1) B 7& 4k, 755 IL-18 A 40 I/ &
~18 (interleukin—18, IL~18) A LA , M TN A £ 21 2R
FEF A" Cuomo O FEPFFEIEHT, MCAO BEAY A B g 5
B miR-702-3p Fl miR—423-5p i 4 WA , 7T B 5968 45 i
B I 58 475 O F P AR 28 AT K7, FLALAR] 5 T 98 NLRP3 2848
AMAFACEE 23K I JEAE PR TR 06 R B TRE 48
i {5 5 38 A1, AN IR miRNA 8 AT 38 5 5 ) 3 0035 4% i
S5 G GE RN o F SET 4514 35 1 361 208 W SL 5L AL 7
(SET domain containing lysine methyltransferase 7, SETD7) J&
— P B 2H 2 T BE R RS T, 18 AL A S HE D e S 4 v
KA . A PFFERM, SETDT 76 ISk i )5 25 7w, 9F 5
JAE T S IE R BETIMIIE . Lin WTEERE MCAO BRI rp % 81
S UAMA miR-330-5p R 3k T [, 1Ml miR-330-5p AJ 3 43 411 i)
i SETDT (9235 , #1108 i R FE K+ —a (tumor necro-
sis factor—a, TNF-a) \IL-1B . IL—6 S5 JRE A T 7K, DT
B RIERIG . 25 b, AN A miRNA 7] 58 28 8755 /N I
240 A AL A S /IMAS IO LA T A AR DML A5 A
TEZMILEZS 5 1S 5 & RAE VA, JFLE 1S th Rk i %
YERT.
22 AR E AR

1S 2 F i 3 AL A T VAN 5 S, = Bl 2 Dy R it

<—3 >
o

Bax
caspase-3 l

°®

‘W‘ Apoptosis

;@ BEBE

Ferroptosis

S miRNAEE 1S BALHI B M1M1

A RSN AR AR REAS RIS e M DX B A AR PR U, O
AR TOAF G A 2 D REK S AR B E EE A 25 A . A
B AR e RS2 B 2 o I AE AR A T T B SO PR R
Horpr ) i P9 B2 4+ A F (vascular endothelial growth factor,
VEGF) K I % N & 4= & IRl F 3Z {4 2 (vascular endothelial
growth factor receptor 2, VEGFR2) J& P85 L4 A= B A% 0 53
T, REWE A It N B 20 1 1 AR L I A% AR TR A 5 L A AR K
# —1(angiopoietin—1, Ang—1) & TEK 37 {4 i 2 B2 I# i (TEK
receptor tyrosine kinase, Tie—2) 7 4 5 I3 £ 5 P M G
R R AR K T AR P Hu H AR IR Y 40 5256 e
S, B 18] 58 5T 40 B A0 M A5 4 Y9 miR—21-5p Al L%
# VEGF . VEGFR2 , Ang—1 il Tie—2 Ifil & 4= ALK 1 1) 6 1k , 3
SiR A B2 2 M A 4 B D RS S R TR s iE— B TSR 1%
TR TIT 2 o L A, B AL A L AT A SE R B O
AR 2R DR o BR R R AR I AR L AL AR IR
miRNA & o] 3 5 30 1540 56 £ 5 3 2 5 10 A 0 2B
B, B4 S I F 1Alpha (Hypoxia—Inducible Factor 1
Alpha, HIF-1a)/VEGF/Delta £ Bt {& 4 (Delta-Like Ligand 4,
DLL4)/Notch [ 7547 1(Notch Homolog 1, Notchl ME S e
AR 00 1078 A L B B B AR . Cao YS SR
B, P 2 AR MR 5 5 3 A T 3 1o 315 H miRNA F 287K
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PB4 HIF-1a-VEGF-DLL4-Notch 1 {753 % , A i 3 fin ik
LA A 0 5 4 B o [RI B, Wang JJ 25297 W, 9 2 A1
AR IR A SN A E B miR-126, 158 1o #0% VEGFR2 M6
A R IR E L NI IS P T BRI AL . LAk,
IR A A I B (phosphorylated Akt, p—Akt)J& 2 F Il 4
RAF T i P A S AL 705 7 MCAO S8 v B 1]
F0 5T T 4 A U A SN A AR 45 A 1 miR—486 AT 3# i 417 il i
fit 5 5k J1 3 (& [ Y5 9 (phosphatase and tensin homolog,
PTEN) 923k , [ 82 I B (protein kinase B, Akt) iBEIR
KT, TS S 1A B 0 B T 43 5 i 4 A IR T, e 2842
PERMZR DRI, FIRRTTE R, S A miRNA 845 1M
A O R 7 AR SR S, 2 5 SRl i ZH 2L 58
AR LR 22 M O SE ) 5 T RE AL, O IS HVRYT
PR TR RO T RN
2.3 AV ES A

IS KA G, il 98 5 52 fih 45 1) A R IR T 3 B 8 i 4 52
i, A 22 ) e B 1 T S A5 R BE Al . 843 miRNA 72 X
MR R G R BERIE I I TER S A5 R 4R R
RGBT M EE R 25 5 vl SBVE  FER 2T R & S
16 52 ok it v e #E E AR 0 BIETE AR IIT, M2 /NI T3 4 i
Hh W44 miR-212-5p 7 MCAO £ B v 2235 | 3, Tfij miR-
212-5p 2 23 i BSR4 o AL AT RE S A1 A
miR-212-5p i i3 I % 0 22 A5 1 A2 (plexin A2, PLXNA2)/
Ras [A] 5 % % 51 A (Ras homolog family member A, RhoA )/
Rho #f 3¢ % i #2 i€ 25 A #% # 2 (Rho—associated coiled—coil
containing protein kinase 2, ROCK2 ) {5 51 ¢ , [ A= KA
HH43 (growth associated protein 43, GAP-43) BII-1# % &
1 (beta—I1I tubulin, BIII-tubulin) &5l 28 4 K AH R H £k,
(] 40 i 4o 22 2 e 2B I X7 A (Neurite Outgrowth Inhibi-
tor A, Nogo—A) . Nogo—66 AR (Nogo—66 receptor, NgR) i
A RAMEN A 2l 5 PR3P B S48 52 I 5 fnk T 98
P, R 22T AR HIPY . A, e iR L il P B 40 i
SRR miR-27a IR W 0 T R, SM A BB miRNA 45 57
P A 48 T 58 Al i T 4 X, OB 43 T I Semaphorin 6A
I RhoA S S M 25 11 , 18I0 ZE Ji] Fil DX Al R B S5 i o
R S FIRS SRR L, A PR 22 T2 S T RER . X st B
UESE , A AP miRNA 8 i §8] 47 i 5 A A DG 38 % K 5 figh 45
YRR I, e AR 20 P00 2 o el il Pt P R P s VR o B Tl
R N fiph FL SR A1, 2 5 Tt 200 A 5 ) B R A R R 1S
MZIIREMK B T ELILAL . D2 BRI N L (oligodendro-
eyte precursor cells, OPCs ) 2 5 P AE ) T2 R IR, 78 I i 1.
e LA e A2 A S B AT A A 1 A E AT R] OPCs 434k
J52 I BE S F2E . Hou HQ SEPAIFSY & B, #1481 40 Lk R
9 S1 1A miR—128-3p w] 3 ok L 1 410 i i 35 3 A A2 44 1 7Y
(activin A receptor type 1, ACVR1 Ve TE & KA 1 (bone
morphogenetic protein, BMP) 15 5 18 [ , 2% fift 45 4k 55 (A R Xt
OPCs A B4 il VT, A1 228 458 4 3 A O e 8 452 10 o
WA, Z RE ] 5 503 J5T 240 i Ok 4 1 A 0K BT 5% miR—-17-
92, 1% miRNA 38 i 1) ] PTEN F- 3037 i N 1O JL e 3 Pl

(phosphoinositide 3—kinase , PI3K)/Akt/Tii FL. 5 ¥ 75 71 &5 40
# H (mammalian target of rapamycin, mTOR)/H¥% J& & Al B 5%
fifF -3 (glycogen synthase kinase—3 beta, GSK-33) ERcall
AR /D 5 I T A M A P R A R s s R DA 1)
T G LS 2R T REMR Y. £E BRI, S A miRNA
T A T O A AR AR I R 5 S 45 44 T 2 DA B o
TR A A oA S B A R, B 5 IS R e A
A, ARG B S R 2 DRI S AR A TR 4B
e

2.4 REEAR @G T

241 WIS MEMETR - EISIN AT ZEN AT
B, BA & A PR SR PERAE , R ALK ZE 45 2H 21
Fazs B v i B A A R ) B AR AL . AR A
TELAG e 2 R K 4 22 25 [ 1 (cysteine—aspartic acid spe-
cific protease, Caspase) ZJ% S B 21 Jifd bk B4 98 -2 (B—cell lym-
phoma 2, Bel-2) 8 A ZKWEAE . 78 1S P4 AE L 2 12, 5 Ak,
P28 70 T i ZH 05, TR IS g SRR RE o i 28 T 400 i R U
(9 41 A4 miR—150-3p £ MCAO 52 9 v g 2 ik, H T 3 ek 417
%U*%%Q%—Z(caspase—Z ,CASP2), Fif Bel-2, F i Bel-2
FH 76 X 2E H (Bel-2-associated X protein, Bax) M caspase—3,
2T T, BeAh LRI Ca® il 27T 15 2R A
JIBS30 325 P 5 46 F L O B caspase £l VA (T i 3
Ao B RPE S IAMA miR—129-1-3p W] H1L [i] 3100 ) £ x4 5 .
I e 128 2 1 IR0, R LR A Ca? o 4, IR b (A
B8 T, 45 G 4 s 3k 4 1 (binding immunoglobulin pro-
tein,, BIP) 2 3% 45 A J5T 199 10 985 40 L 08 1 A DG HERX 201 53 1
Yu YH SECH o 1A A 0 52 56 K B, P B A R R A s A4
miR~199a~5p Htf ZeTu A MIFE I, JF AL 140 ) BIP, 1E— 2041
il Bax I 118 Bel-2, W 2T T LAk, Yang XY
SETRAE B ] 5 T A ke UR ) AN miR—133a-3p il
I3 BB [ 41 FE T AR DG B P 2 (death—associated protein ki-
nase 2, DAPK2) , #E 1M 4% Beclin-1 & Akt/mTOR {5 51 1% ,
RAEGUIA TR . 28 BT A PR 4 S R 5 A Y
miRNA, 1] Z2 5 8 122 1S e pi e A g T 7, O IS I
PETR A T R B

242 fETC ARAETR R AR R A IRAE Ty
o HAZOHRAE N AR/ IMAA S T 1022 1D R A BRHATS % 240 M
PRZFAL o 20 A T % B SRRE /M Caspase—1,
1M1 24 4% 9 )% 2% D (gasdermin D, GSDMD) , H: N i i BOAE 409
JE_ETE A LE , 5 EAn i i IR R, i 8 A i R 1 TL-18 A
TL-18 Kt B, 51 K Jay 8 98 E 2 IO, N E 1S At 22 45 43
Wang YJ S5SIBIF5E A L, 1 B8] 5857 1 20 ke 5L 14 S0l 4 v
1o FER A miR—-193b—5p AT EL 4% HE [i 410 i) 3 (0 308 Bk 2 1
2 (absent in melanoma 2, AIM2) , M\ 11 BELWBT 48 S /IMA Caspase—
1-GSDMD $E T3 B, T IL-1B IL-18 1 F3E KT, 3 £5
Tk IS YR IR AR

243 PIETT  ANEERIE T —Fh LLBR A IR B 4 Ak
NEOFHEM P PEA S TR . R BE RIS AE A 5 I
fiff 4 (acyl-CoA synthetase long chain family member 4, ACSL4)
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e o E S5 BAE TPl p A HE SRR, LS 2k ] fie
HEAS AR W R AR 014 1 S8 AL, I BRAE T BEFE™ . Huang
MD SEHHRIE 2 Bl 7 B i UBE L 75 miR-484 (9 5h i
A, 7% miRNA ATHE [ 40 il 4 2270 T (9 ACSL4 9 23k, R RIIR
i ALK, I B AR e G AL P 1 4 (glutathione
peroxidase 4, GPX4) FIVE T 4 /KR 4 1 7 W 5t 11 (solute carrier
family 7 member 11, SLCTA11) B335, P06l 2R A6 T,
IS # R DIRE o A DR H W R Sy - A A R B
fifi 1 (glutathione—specific gamma—glutamylcyclotransferase 1,
CHACT) 18 2 15 23 J AT AR #8019 348 J B9 25 1 H Ik
(reduced glutathione , GSH) , ffi #l1 22 LT 45 5 & AR R AE T, Ml
H KGO A DRSS o N i [ 72 5 40 I A I ) A1
P miR-760-3p REASHL 7] H i 2200 1 CHACT i 23k, ik
— 2 L IH GSH B /K £ A6 T, Al 30 OGD/R /M
R 2R DI REN

RS UE B AP A3k 3 B9 miRN A E 8 9 42 46 i £
T BRIE T IR 5% S 3RS R E T, o IS TRy T
BT (R 1) BRI, FR A S A A R
FCAR LN Bl R AL A 1 5 it — 22 R GE R

3 AMNBE miRNA £EMREWRBENE

FEISIWFFE Y, AMBMASR IR 1 miRNA A2 02 M & ORIE T
12 5900 A R R YR DG, A g i R T A i A e ks
Y, 76 1S R N2 W o 18 Al B TS TI0I rb R R Y
NHOME . 55 E AR EYAE L, SN miRNA BA R
(4 A W R e e, LT A Ao I YR S ARV A T A, ELAT A X
ToBIBI LT, S 1S Bl RIS T SR T30 70 AR . 1304
A 582 5l PR AS fATF 5% 7 , 5 it S ) R L, TS F8 35 il
A WK miR-369-3p ., miR-493-3p. miR-379-5p ., miR-
1296-5p Fll miR-1277-5p Rk K PAFFE I Bk 25 5%, 3T IS
BAWEWNZEE . 78 2080 M G4 1 (acute isch-
emic stroke , AIS) [ | 1L 15 A {4 miR-340-5p 7K - B &
T e IR NHE , 38 HAE o R s W b R W e B
WA i PR EE S I ALS B I3 A WA R miR-9 Al
miR-124 Fi5 W] 5 T, OF- 5 1 G D) RE B0 AR B B I A A4
L TEAH G, 3R FLrT RE FH FITAL 45 05 ™ E R, Song
P A5 i 373 TARRRAE th 42 4B & 81, SN A miR—152—
3p 78 AIS B 2 T il 28 R AL ik 0.935, s R

F1 M miRNA R ER M AN R AL HIC 2R

PR S FE A miRNA % 5 1 A T B SCHR
Iv1) 75 5 T 2 i OGD/R miR-148b-3p T DLL4 | Notchl | TNF-a | IL-6 | IL-1p | /M40 M2 BiARfk 7
vl 78 R+ 4 i MCAO/OGD/R miR-223 | IL-6 T IL-1g T IL-10 | ANBEBRAMM M1 B R AL, LS
RLIP 4 FRAY 2h 4y ifn 3K o MCAO miR-702-3p 1 NLRP3 | PN 1201
miR-423-5p 1

1A 7 e+ 40 MCAO miR-330-5p | SETD7 | M e 1]
B ) 70 B AN MCAO miR-21-5p 1 VEGF T VEGFR2 1 Ang-17 Tie-21 AR A 3 A= (24]
P K LT MCAO miR-15 | HIFa-VEGF T DLL4-Notchl | PR3 i A A 2]

miR-296 |

miR-126 1

miR-214 1

miR-218 1
TN B ML A MCAO miR-126 1 VEGFR2 1 AR I A 3 A4 f2e]
B ] 70 5T 240 fif OGD/R miR-486 1 PTEN | p-Akt T R Bk T A (28]
M2 /1N JR 41 A MCAO miR-212-5p 1 PLXNA-RhoA-ROCK2 | M Bl

OGD/R GAP-43 7 BIII T Nogo-A | NgR |
I Pz 40 i MCAO miR-27a 1 Semaphorin6A | RhoA | MzsE (321
ML T4 MCAO miR-128-3p 1 ACVRI | BMP | MLEBE o
22 it ) 30 R L R 2 i MCAO miR-17-92 1 PTEN | PI3K-Akt-mTOR-GSK-3p 1 Mzss [34]
M2 41 MCAO OGD/R  miR-150-3p 1 CASP2 | Bel-2 1 Bax | Caspase-3 | T [3s]
Ji%g MCAO OGD/R  miR-129-1-3p 1 MCU | T (14
P Bz 4 H/R miR-199a-5p 1 BIP | Bax | Bel-21 T (261
B ) 7 S 4 OGD/R CI/R ~ miR-133a-3p 1 DAPK2 | Beclin-1| Akt-mTOR 1 JHT (371
B (8] 70 5T 40 fif MCAO OGD/R miR-193b-5p T AIM2 | GSDMD-N | caspase-11L-1B | IL- FET (381
18

AL IS miR-484 1 ACSL4 | GPX41 SLC7A111 Ram (40l
Jiig F05 1) 72 5 1 400 fif OGD/R miR-760-3p 1 CHAC1 | GPX41 BRAET tal
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P2 W T B 1 5 )R G 2 IR 48 0, SR LA )
AW BR VETEN . A, miR-124-3p /K5 1L iE 12
RNTF BT RET S 5 B S AH DG, i — 25 SR A I Al
o T R P R TN T v A I e BRI S A
VY miRNA FEAE H A e M K 45 1S 9 B R A 5 7 S ik
TE IS [ FS W  59 15 PEA 2 505 J000 LA T R 1 g
HISte SRT, AW L Jp sty JNFEATITSE , w82 KM
B 22 Hhs BObm i A R 42 2R I PR S8 E , o ST 75 T 8 v
JR ST, LAHE S LG R AL

4 FEZHEE RSN AE miRNA

M SIS A B, PR G AE 2 T )8 T T R
W , HAZ O LG SR U3 R P 2% 55 R R B U0 G . 3
AR AR, o B2 24 0T 3 i 20 #E OJE P AN IBAK miRNA 11y
Rk, RIET U

TE AR 28 IR E F IV J7 T, /)N B T 751k P 6% A1 b 1K e ot
miR-182-5p il Ras A5 C3 W E K 1 (Ras—related C3
botulinum toxin substrate 1, Racl) 33k, (&% IL-1B.1L-6 FlI
TNF-o /K-, S A 28 9 RE 2 7. [l , /NS 38 i
L IASNAR ) miR=9-5p , ] IL-1B \IL~-6 Fl TNF-o i
K7 1R IR A 2 AE™ T - R XS 2 B A% 4 A1
WMA ) miR-200a-3p/miR—141-3p H¥ 5 125 2 v 4
PR B A0 ML, 9 EG R TR L BR A RS R 1 Csirtuin 1,
SIRT1) , F#fI% TL-1B . TNF- o % 4 [H T B L , 0 % 48 i )X
R BREG M AL, TG AR T E A b miR-547-3p
FEIK B ) YA 958 22 U A AR TR A VR DR 4
(mitogen—activated protein kinase kinase kinase kinase 4,
MAP4K4)/NF-kB JEAE(5 38 1, Ik /D S0 P 1R, AT 2%
fifp A 2R B P D F U o 2 R BN 145 AR R AR 2451
TR FRE T8 5 miRNA 509 50 FHLE AR HT AT
W, v R 2 B AR 25 7k AT S8 ek T AR miRNA | 3] 5%
i R F B B D AR AE A 538 I, DR A 28 S E SN

PV MU AR T T, HL B AT B B3R MCAO R i 3%
Hh UL miR-210 13K , ¥ HIF-1a/VEGF/Notch1 IfiL 4 A=
AR Al AR R N e AN RS S RS 1Y A A L RE Y
Feol i, K I8 2 F i miR-126 .miR-214 . miR-218 %5 i2 ifil
AR miRNA  [R] R IR0 I A 2R A 5 miRNA 2 38 1 457
PR A K PR3 8 L A A

P FEpp 2B 52 T T, )11 25 98 T Ak BEAT L R A1 1R miR—
486 Il PTEN, 38 1% AkvAZ K F kB (nuclear factor kappa
B, NF-«B) {5 538 % , 2 $E /)N 5T 40 D 1] M2 AL G AR 148 530
M2 e EM 2R DN RE B A2, BRAT IR B 2 AR A I
B S PG 2 AR A A TR B AL SRR A HE SR A A
miR-299a-3p & ik 3§ ] TLR4 7k H % 11 (TLR4 interactor
with leucine rich repeats, TRIL) , J& 7 PI3K/AKT {5 53 4% , ik
HMAIREBO . BREGWIRIT N, Wu CXEPWRRE KB,
HLEHAYT RE W] L EIGE MCA O BOEL/INER I il 22 T AR, I8
REFETAIAR o 38 A b R 20 ROGT BB 22 ] 119 2 S 3Rk

(K K HL T 68 w5 4 40 7 & B0, miR—425-5p—Cdk1 . mmu-miR—
1186b—Prc1 ,mmu-miR-434-3p—Prc1 Fl mmu-miR-453-Prcl
H4 LAY 41> miRNA-mRNA J8 42 [ 2%, 249 0 B B 42 B 5 1S
UV G R SCHRE Ty 7 W 45 o G BEJR 42 00 2% mT A 3= 2 A 0 T
RT3 R B IS e A )%k B2 . S, Zhang SH 20
SRR AT | M A T miR—146b 3k, JH 9 2401k 56
G S AT NeuroD 1, fi£ #EM 281 41 g [ 1 22 T8I0 204K

AN FETRPERR P AE T 5 18, R RRZE W] B4 A& 31 41
A miRNA-20a-5p (4 & 5 , 6 R ZMIAASTT 25 228 1 i ot B 14
I 212, R AR T i 2 (1 (inhibitor of apoptosis pro-
tein, IAP) 255 8 F P 2R AN AORLAOR TR B IR & 2R iR
H B 3 36 57 (second mitochondria—derived activator of cas-
pase, SMAC) | BRFEREA A2 (high temperature require-
ment protein A2, HrA2) HT-MHIEALEEA (apoptosis
inhibitory protein binding protein, ARTs) 7K, JE WD X %
BIR T 1, A G TR s TOR TR AN B AR
miR-5813b #E APHZRTT IR , B H #0140 1) = 25 44 S0 2 11 62
(tripartite motif—containing protein 62, TRIM62) i1k , %
GPX43Z Ak, T IR T, TIAb B IR 103 Hh 7 AL
H ISR o T JE 45 A8 WK miR-378b , #1 il Caspase—1-GSDMD
AT AR T B TR BE A ) NLRP3 A 52 1 4O0E 20 B T 123
e, WA T 22 e 3

H i B AR 25957 AR i A I R AT AR A B, JE
Je T AMNBA miRNA AL A FTE A Rt — DR A . S H—
B RIS T) v 2 24 T 98 223 o AR AR 1 A 1 BT R K
MBS A OE miRNA R BL T 28000 AR e, 5
B RS B A — B

5 BEMREE

L BRI, AMUAA miRNA 1k 240 L 18] 45 18 %3 114 o L
A TE IS B R A R R A vh R 4R SR B o A AR
o 25 R S M miRINA 2 28 R A5 A 0 M 22 4
SRR PP M BT T, 7 1S o BE AR rh R S OCHEME T . A
WA miRNA BAT RAF A RRE PE AL URE S, 72 1S U2
W5 BRSPS AN D T B A, PR 2 i 2
B AL PRE SNIAA miRNA B35, T 1S J5 59 2 i B A
AL S SMNBR miRNA 7E 1S RIS T —5E /Y
WFFE Ik  ABATSRAFAE 1 2 (DB 1 A ke . ELRIT, AN IAAC Y
IY RS M JE T IR IC G — AT LR o R Y 22
TF A B 25 R W HER A Fr it — P48 T L, miRNA 2
AL S HEHE 1 38 38 ) RCRAT A i — P EFE  SNIMARTEAR Y
{1915 B A 19 S S B 1 FL i i R A o e, H T
KRBT TR B LS S AN T, e = DRk 14 1 PR 36
HE o e R 8 5 I Z2 R I U E AR S AN A2
I, AR ESLHREALIE SR R RASRHT A FIBL ] K3
e AR5 45 75 T — 20 i , LA sl FC iy s R S e Ak o 301
TEARAAT S Z BB i RS FH SRR 5 T S5 s
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