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Research advances in the role of microRNA in the mechanisms of
acupuncture therapy for ischemic stroke*

Hu Ze-li, Zhou Zhuo, Xie Zheng-rong, Ke Chao, Zhang Wei
(The First Hospital of Hunan University of Chinese Medicine, Changsha, Hunan 410007, China)

Abstract: Ischemic stroke (IS) is an acute cerebrovascular disease characterized by local neuronal damage
and death resulting from insufficient blood supply to a specific brain region. Following the onset of IS, neurons
rapidly die due to ischemia and hypoxia, triggering a cascade of complex pathological reactions. These include
inflammation, programmed cell death, and blood-brain barrier disruption, which interact and exacerbate post-
ischemia neurological damage. MicroRNA (miRNA) play crucial roles in regulating neuroinflammation, programmed
cell death, vascular remodeling, and neural repair after IS, participating in post-ischemic pathological processes by
targeting specific genes. Acupuncture exerts therapeutic effects in IS through multiple targets and pathways. It can
alleviate IS by modulating microRNA, with mechanisms mainly involving the regulation of inflammation, pyroptosis,
apoptosis, autophagy, angiogenesis, and neurorepair. This review elucidates the specific mechanisms by which
acupuncture regulates miRNA to treat IS, aiming to provide a theoretical foundation for further research into the
synergistic multi-target mechanisms of acupuncture and for optimizing clinical treatment strategies.
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BT R INGIEAT T BT, (A A
T IR 9T IS B SR AR IR YT O 38 - AR SR I BE T
7~ , microRNA (miRNA ) ] BB 7E 1S 11955 # Af B2 vh &
V£ 2 B EAME M o miRNA 33k 25 5 68 05 5% 1 g it
I 45 24~ B B B E R 50 2 R E L SRR
R L i A A P A MR R PR BE T I B
R g AE 5 A BT, P2 3 T miRNA 1997 15 4
XIS BE IF R I RIS, o B T SRR 0
{H o MEAb, BOR 2 A TESE 2 B, miRNA 7 VE R 429
s 3 W A I T 2 T 1S TIPS R B BUS L Bk
Shy it i A A3 405 A AR TR YT A

EERIME by —Fh ZHE S 2T A AT
IS FE 5 1 B0 FIE s DI AR K B2 BT A YT AT DA g 3
REAIG 1S FR 3 s 3l 1 10 o 22 D R B9 40, A5 0K
/U i A5 76, £ T AR 98 R i ot 1 e A7 450 Y i
ST i 7 A A 28 ) R R A T S5 S T — R A
BT IR R T RE S IS IR M 2 Fh A W sl B AH G,
50 28 RAE A0 R P PR AR TS L I A A B e 2 1B
25 AR, BT T IS B9 4 F ML, 4 1) 2 6
FE DA miRNA P 26 8 42 7 17, ZEAR KRR B A2 R
Y o A SC T 2R 4 e B AT 0 8 72 miRNA 7E IS IR 97
i ELARBL R, DLIDT O S A 5T 4R 1 O A 4 A
5%,

1 MHIREE R R

G ST B TA g o G e 1t i A 1) O B s B AL
Tl L SR RE SN 23 0 E e 1l P A5 47 o 2 T 1Y BE
T, BELAS A 238 0 P2 o Tl ke L P 3% 4 A 40 i PR 5
ik, P L AR E A A & B IR E T (lumor
necrosis factor, TNF) Fl #% # 5% [ T (nuclear factor—
kB, NF-«kB) 45, I HIX 28 JAE N 1 0] 4 5 ST J Ik
SR, 0 EE Bk 5 R 28 T8 i 45 4 o miRNA 2 5 X
M2 Z GE A O 22 B~ FE A B9 S AE B
B 2 W 25 L T o miR-9 2 55 il 53 03 5 /0 I B 4 1Y
RAE S, I HLAEWS ELHEAE TR 1 NF-k B R4
P 0 3 AR B IX, W] miR-9 Y Bk 2k 2 2
A1 9% 95 41 M PR P A A 25 -1 8 (Interleukin—18, 11~
1B) . TNF-a  1L-6 FE ik [ . Liu 1 A& BLAEF ] 58 1%
AR A BE A Bl 2 2 miR-9 3k , ] NF-«B {5 53
B H ¢ T NF- kB, TNF-a FIl IL-18 3k, Jf H.
miR—9 411 il 751 F3E f% 4110 i 1 0] (1) 410 98 R0 S NF-k B R
A P F NF—k B\ TNF—o Fll IL-1B 23K , {H X} NF-

kB A G F1 k Bo IR A8 7K S B0 B2 GX U
A 4 3 v LA 1 #0 [6) miR-9 A 5 ) NF-k B Jji# 3
B8 1S 7 A I AR AP 4

BHRASG 6 ERASMEREZIKERS3
( nucleotide—binding
receptor protein 3, NLRP3) J& fF 7 T #1 8 9T . /N S5t
20 L 25 200 L v B LR 8 SRRE /A S T AR SR I SY IS
J5i AR AE SN 14 5 HE A Jo i B 731 0 Y NLRP3
JERE/IMA TR TL-18 I TL-18, 1] 5| 2 — Z 51 il 4 4
S A28 A0 LA T, AT A0 i dfe i S i 2 2R 4
P o AT WF5E K B, B R RE 8% R TORE B R B 6] 1 )22
NLRP3 2B KA —1  1L-18 Fl IL-18 Fik , i1 %
i 2, [ s A2 F miR—-223 635, 1B 3 (4 4 4 1
B F5E P miR-223 ( antagomiR-223 )B4 BT, 15 B
3 T A 3 410 ] miR—223/NLRP3 3 f% ok 28 fift i 22
RAE , TR AR AP 1

2 AR T

= EaET

0 M T AR R AEVE AN IAAE , 5
JI ot L S0 64 Ao 8 S 2 DD AR OC AR T2 Y
WFIEEE R 4 R 250 A0 A T e 2 5 LA
(Gasdermins, GSDM) % Ji% £ 11 AH G, PR I 6 12 s
SE LK GSDM A 5 1 A2 77 1 40 i 7B T o B0 IS Y
Caspase F I E A (Caspase—1/4/5/11 ) BE % %} GSDMD
HEATUIH] A 2Lk ) BE 6 7 AN MBS - 5 8 BT AR 45
G AL B B GSDMD-N 25 11, 32 7 5 | i 4 Jifd 24 fig
L J5E PN 25 0 4 200 L A B, LA R AR 5 A0 ot A i
(FLFE IL-18 FIIL-18) , 5 FAAE F2 W i) , e 2731
L 200 i 45 T2 NLRP3 A Oy 4 0 S I A9 S A I, 78
Tl R R AN R ECER PR Y miRNA 2 5 %
SiE P AR B B R A 2 A BT, o miR-223
T8 48 0 AH 5G9 s T B Ok B A2 3 5C T L WF 5 R
miR-223 7] L B #2J8 # NLRP3, 7641 31 Hif5 , K figg
1 5 ik 4] £ (middle cerebral artery occlusion, MCAO)
R BB BE J R 2 40 4 miR-223 K OF B 5 4R Tt i
NLRP3 | Caspase—1.I1L-1B Fl IL-18 FKiL g I il , ixX %
W00 AT L3 3 3 47 miR-223 /KPR 4% NLRP3 #
FIRP HAF R A, NLRP3 48 /A A 005 J2 3%
Feh 2 90 5 ML AR T 0 OGS A L dn b SO IR
miR-223 A BB i 0 1) NLRP3 235 o Rt , &) 1
i miR-223 0] G838 i [7] — 705 S 4F (4 i) NLRP3)

oligomerization domain-like

2.1
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5] i 6% 55 i NLRP3/Caspase—1 #l1 /) & 4 %8 4 [ 1
(IL-1B JIL~18) B O R 4t M 5 T ok 72 o 3 b 2 iR A2 1Y
P HLH BN T miR-223 1E R & HIE 7 SCHET 271
W7, TR B A B I S 5 RS 20 1 T 5 ok X 43
TE i 2ok AR v TR A AR
2.2 HMHIAAT
20 0O T — s B AT AR S T I AR

ML FE T L AL O PAT R PR Tk e R K A% i
(41 Caspase—-3/8/9) o I Tk # v, 40 Jfd B £ 5 56 5%
e A, Y £ T RS T R T /MR S Bk A 2
PRIV B, AN 5|tk 5 1) ARRE S I o 2 br AR 38 it (P
PE) FIBE T 57 (A3 % (SRR ) & K F 2R AR
TCie A 1 T WP 2% 1K, B 2434 5 3 Caspase-3 I |
DT BAT 20 M 9 T2 2 ) o ik 1 32 4K 1 (notch receptor
1, Notch—1) J& — 4™ Sl 1) 5 I =2 AR 2 1, HoA TE'#HEI
L T e TR 8 o R 4 R R e SR AE R Al i s TR
TE T R AR O AE P R SRS 2 B, RE 2214 Notch—
130T 38 A O T A RS S RN ARRE , R T
e i P A 53 4551 i TR Ak c—Jun 22 3 AR 3t B (e—Jun
N—terminal kinase, JNK ) J2& 7£ #t il . &0 4k 7 384 A9 30 5%
TS AR 22 25 A0 R O S, SR B LS p 2
DGR TR A R A W, T LA R AL I R B TR
F1 B 20 i 6k B4 938 —2 R B 440 94k £ 98 - X I AL ) g
miRNAﬁuiﬁ‘wﬁm‘J*H“"‘ﬂi*ﬁa‘éﬁlﬂﬁmRNA,

HE IR AR B T T AR 2R S A TR
T oK T VRIS e B, B R T Ak B S R RO T A
L E i W 2 REAIC, I HL BB JB il X miR—-124-3p
Notch—1 mRNA ik i & N, Caspase-3 , Notch—1 FlI
p=INK F 25 208 i AR X T B, D00 B 20 T o 9 Ak B
Jei o B RZ J5E Mk DX 4 ) 9 Tk 40 o i A T A B
ZH I A miR-124-3p W3l 50 J5 v LA & 30 240 ffg &35 44
W) FEAE B3, B 0 OR B U FH B BELIT 1 3
TR, AR T b ) B8 o T W miR-124-3p, i
1 300 461 R 37 f49 Notch—1/INK 15 5 il ,  fix 408 2>
Caspase—3 #0I ,  MATT AE Jigi dk 105 & #4540 40 i 0 1=
RS VE R
2.3 A=Y B I

R — 3RO A 40 A A R R AR, A

1R AR T DL 75 i SRS R AT S 1Y AR 1 R 32
101 19 40 L 4 B 8 Ak g AT 0 I Il A 4 £ 24 A
Rt A o i ke 1 75 | 18 4R SCORI A A R A R R S U
T — Wl R/ M T — Wi 2 LU 810 5, AT TR 5 R

FABRIR I AL SR 1 VR O B A AR b A
HHOCEE H Beelin—1 2 H Wt id # A B IR i s B
woad oW I 2k BE MR mE ML BE 3- W
(phosphatidylinositol 3-kinase, PI3K) & &% 5 oh A %
TRRTE 18, B J U 25 0 30 R DG 26 11 1A/1B B2 4 3B
JE B8 1k £ = (microtubule—associated protein 1A/1B
light chain 3B, non-lipidated form, LC3B- 1 ) & lgfb &
W e A o JBE 445 5 Y U A O 2 11 1A/1B B2 4% 3B
g Bk 2, 15 Bz 48 B JE 32X (tubule—associated protein 1A/
1B light chain 3B, phosphatidylethanolamine—conjugated
form, LC3B- 11 ) , X A [ Wik {4 J5 I 42 1 I 9iE e 11 pA]
B R pe2 oS E L Sz RAUEY
FILC3B-I1 45 15 [ fifk Y 2 19 i s 40 45 5 1) 22
WA, e 2% [ W AR SV MR RS )5, p62 5 32 Y I
Wy s B A, il LC3B— 11t 4 1 iR Y. A RE 5 3R
W1, miR-34c 741 41 T sk 1L )5 26 380 0 TG BK , fiE
WG Z2 B A b A0 45 LC3 45 2 5 % A
I 540 H B i35
5 AR W 1T Beclin-1 ,LC3B- 1 \LC3B-II J P62
RIKWE ETE . BIROTFE R, & AT fEE o 1
miR-34c¢-5p 50 F BEAR SCH FI 0K AR, IZ W50
AR ZR I BN S 25 0T A B B
B5iiE miR-34c—5p 5 F BEOCEHEED (41 LC3  Beclin—1) ()
B 2, X fH A A ] —miR-34c—5p H W7 X — 4
21 1Y IE 45 BE AT A7 AR B T o R ORI 5T 5 BUAN X — 2%
1, DA A IR S G BB P A T, DT S i HL ] 4
LT S ) PR R
(E SE-N P C/STTRUN R ENE R IS RETE I Y
— R BT IS B2 R, (H 2 B X TS 28 oo A
JHL B A7 06 N Sy — XTI 61 A W A AR 22 40 2
T eb R ] B TR o R IR I v S RE Y R 4
30 I 5 8, AH o EHRR22 Y F  D) AT BE- EA
JH RS 2ok R At T B 2 440 0 S 2 4 5
P o TR 00 1 AT LAY Bk 450 0 400 i s Ml e 1f S
45 5 T T E R REAE VR 2 AN R A EAE R L i
JEER [ W ) n] B2 I 0 O AR A e 1B A2
I A fi 5t 1t v 8 I 8 %N B 5 R A i e
B A BE ™ RH G o AR B FE N A R Sk B 5 AT LA L
SRR AT 3 — [ CD7E B B 1L 8 A [ B[]
(A6 h.24h.3d.7d) AEH, S B miR-34c-
5p 5 H WA 57 5 3RB K, LLBIRR BRI gt Or 4
PE F WA I ) 17 5 Q18 S [8] R (4105 mA |
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1.0 mA 2.0 mA) FIHFZE M [E] (41 15 min 30 min) [} 5
TR, PEAR HXT 8 W 7K R 2 pih 22 T BR 45 J) 1Y) 5%
M), 4R R FE VR YT ) o ke B VR I O A
LC3- 11/ 1 FbAE . p62 R fift 45 1 Wik AH G 48 b Al 280
FETE R AL R B A T RE 2% 48 bn 47 285 B AW, B
WRTEAT ARG 0T A W ORI 5e R i 47 o

Zx b, BT B9 4 7 o PT fE E i b JE miR-
3de-5p KRN H WEAH OB 3k, AT 7E 1S H o
H WK o SR T, R0 ) 5C &R R IESE , H A W
TE BRI AN (6] B B A SR A FH AT RE 5 0 6% T e
ML 500 52 2 DIAH OC , RO T E XTI 7 10 P R T 2 5
J AT LA IE R R

3 {RtmEHRE

I8 A A 9 A SR I 1 a1 3 e i
AR DR L ST R P B AL 3 T T R
I AE B L TR R A AR fe M) S BRTE K, DR e il 51
Jik 25 ¥ fese 5 T REAE A, LA & B il ik 41 2L A 4R
o358 TR B R e s A AT 4 i g 2
L% P 7 A2 4 [ F (vascular endothelial growth factor,
VEGF ) e 08 {2 3 W e 1l 458 003 5 1) 1004 26 il 5 J 9,
HAF S (1 PI3K/Ake 3 B AE B 1 A= 5 B9 R4 AL
R AR & /N RN B IR R G
KFE4 B B H B 1 (A disintegrin and metalloproteinase
with thrombospondin motifs 1, ADAMTS1 ) E—Ma)E
HE T, 7E MCAO #5280 v i 2 3R 5K, AT VEGE 52
T3 M55 1% 5, BN E VEGE A F 1 41 T 52 5
HaFEUS B ok Bk 22 19 miRNA 8% 31E 52 5 2 2 ThBE
B A A AR IR o F9E R W] miR-142 5 1l 48 2E G
&Y, OF H o] LUAE H T VEGF. [5] i 0 58 & BE
miR-142-5p 7] LU [] 97 9 4% ADAMTS 1", A7 Bff 5% 3¢
W], miR-142-5p 1Y i 3k AT DL g 2 | 8 VEGF %
TR R A e AU R B S R 8 2 a2 ik A5 AT I R
miR-142-5p F ik , il ] ADAMTS1 % 15, M i 1 5
VEGF ik b, 0% PI3K/AKLE i , 5 5 1L i 37
Ao A I, T S miR-142-5p &9 30 1 70 )5, &F 4
ADAMTST 4400 il 28 A 9 557 , 3k ] e 15 W 7 6 ) 2
i 2 8 ) miR-142-5p 4 5 (1) ADAMTS1 K =R i i
B TSP I 0 O T A R R R A

Kr ii ppel ££ A F 4 (kr @i ppel-like factor 4, KLF4)
I — B SRR, AR LGS PN R A ML ST T UL 4 i R

2GR Tz ek, R 1S J5 AY L4 A8 B P % 4 G A
P M KLF4 454 ) VEGF 3 8 7 X 358, 1 o Hif%
S P AR ST SRR S -1 AT R
KLF4, 1fif KLF4 P iF — 5 {2 #F VEGF 3k, 1 4 4F
il % -2 (Angiopoietin—2, ANG-2) 7 Ifil & & & V£ 5 ¥r
A v S 3 AR A 9T e B BT K 38 AT L
i 2 A miR-7 3R ik, 75 2 KLF4/VEGF Fl ANG-2
FE IR 5 0 AE R R miR-7 J& K )5 , KLF4/VEGF
ANG-2 35 18 25 T =, UERA & ) o] LASE o #0  miR-
7 Ik, DA AR B L X R i L A Y KLF4/VEGEF Al
ANG-2 4], e #2281l A A R A Y

4 REMZEE

G Bt 1L K A S A T A BT T R 28 A B £ Tl
IR 2 5 B 20 23450 1 5 2 B B A 10 32 DI L AR
1M, FJp fEA Fif I (] 4 A% 22 R B — E R A T e
VPRI, IX TP 52 G T i AL 2345 03 i 1 o 22 ] 2
P o it 22 R IR P SR 4 R 3 o 5 R A fE b B A
T BB 4 et 22 2 42, 688 ) 000 38 0 00 AR 32 4 Jil X RE %
FRBEPE A8 A2 451 X S5 T RE Y BE ) o T2 e 1Y
O AL 2 5 ol T S AR R N OR AR T L
JC G filh 19 25 0 2 B 6 A 3 7 Pk A A R fel A2 450
28 7 Bl H AR T M 22 T 5 R A543 1 22 e A ST BT Y TR
I B 25 BIUAF TG 000 22 00 285 [m] g% vy, DT 552
ML E SEM .,

Pt N- H 2 -D- K & & R % {& (N-methyl-D-
aspartate receptor, NMDAR ) 7£ 28 fiilt A] %8 4 v 453 i 5
AN T R 4, B DR S 5 Sl T B8R B 1T
SR o LT A W] LAY 5 fk ] BB, DA A 5 fih
AR A B R AEAE A TS B 7R miRNA W] L
e 3 8 AR O R B S, 75 NMDAR RO Y 58 ik
AR S R P R 4R EAE Y R, miR-219 5
NMDAR )56 2 6 R 85 V)  Dai 558 58 % B, 1301 T
T MCAO KBRS 2 fith n] 98 1 W] {448 5 5 i — 20 B F
FEALR , BT RIS miR-219a %35 1 , NMDAR %15 |
P4, H miR—-219a (45 3 1K AT AR 73 B AT A0 1), X 15t
W & 0 Al LA SE o 0 ] miR-219a 3% 3K ok 9 Y
NMDAR , 3 5 % fis o] 284

A KA 2 8 H 43 (growth associated protein 43,
GAPA3) J&— il i BE AR 7 B 1 22 e e e R AL R
TEMZE R TR A FSE s vl 38 vp R FEAZ O AR
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FHP, Ras [m] 95 3 A 5 % A 51 A (Ras homolog family
member A, RhoA ) 52 Rho GTPase F i B A% O il 5L, £F
P2 TOIE S 95 K P 2248 52 v R 4 G B TP
a0 M M g Bk E A M 2 K B K R (paired
immunoglobulin-like receptor B, PirB ) J2 — P 5 i A 58
SR TEM G R G E S PR S R RS
CHEAL X AL, 7T L 3k 4% RhoA 38 (410 11 4l 58 7
AP BV B & BE miR-181b 5 #4534 1 41 24U
5K, AT A kPl 5 B A 15 miR—-18 1h 78 fil 1L Fr)
g BRI T 2238 I 2 BRAR, 0BT S Rk B
Py, HOE S 90 ZR AN A 5 7 PirB A fE 2 miR-
181b (19 T W H0 1 ; WHoR B iF — 20 BB, &l 55 miR-
181D ¥ sh 7 -+ 115 4 7] B X PirB mRNA (& FI Rk,
FLE I A 51 J5 PirB mRNA 2 11235 Th i 53X %
I PirB J& miR-181b Y EL#% 48 &1, 1l GAP43 5 RhoA
F PirB B il 53 1 FE AT Ak RS 278 GAPA3 2 1
FIRIE N, RhoA £ R A2 B HI™; 2545 LA L 45
RYETR BT AT R g i 7 5 W 35t 4% 2 Ak B AR
T A5, 9] 40 miR-181b/PirB/RhoA/GAPA3 % 3k
R AL S R Rl 2 B R R AR
EHL.

B PR R & B 3R ¥ (brain—derived
neurotrophic factor, BDNF ) J& #1 28 20 jfy (3§ & P I
Jo 240 L /0N 8 5 48 ) A i B Y — b b 220 5 A

T, FEAFTET BT D SR AR R R R 25 2 1
L, 25 T AR R e R R A
Y +5 ph 28 JC E B AR BT B Y 2 BE . BDNF AE y #if 22
A% 366 TN 32 AR D RE T Sl 4 98 15 DR, T AR R AR 5 Al
G AR R, TR 5 Ml 1) A5 b I KPR R AR T
Ve B B 34k CpG LEEA2 (methyl CpG binding
protein 2, MeCP2) 7€ # 25 1 41 Jfd i 11 38 5357 L 434k
A S Y R R AR OB AR TP MeCP2 5 2 11 4 i
LFHAGESEESS T 5 &k S
PET TE R T AN B R ST | 4 B Y R 2 0T
18 B 2 55 T 473 Y A o i R ot S R
MeCP2 B R AL , HE 1M1 {1 ik BDNF 2 1% , AT 8 55 22
&5, HA BF5E & B miR-137 B 15 MeCP2 H 45 H]
Z: 5P 2T AN 1] oAk P2 0 ) R A
5 5 LM Zeste JE PR 3 558 - [A] U5 4 2 (enhancer of zeste
homolog 2, Ezh2) &2 miR-137 FYFE KL, miR-137 7] L4
A E2h2 Sk R 45 p 248 AR DY A IR R
IUEF AT DU E MeCP2 BEFR AL , £ 1 miR-137 K3k,
M ] Ezh2 mRNA 3R35 , e #F #2215 21,

S EIRBESE 53 i AN T[] £ B2 78 1 1 3 4
P miRNA 800, {EHE 2% 38 % 18] O 97, T 2 44
BT — A PR R 2 R 1 RN T BT I AR
miRNA 5 ISt A9/ LR B, AR SCRY TS $2 1
— Al AL TEE o

£ 1 HRFHAmMRNA SIS bR
FEFIHLA miRNA ARG A SRRRA b2 ACA GrF AL E=CN
miR-9 £t PN (IR NF-«B Liu %
RRAESIE
miR-233 BTt K S R=H NLRP3 Sha 45
s miR-233 LTt KB Ahe E=H NLRP3/Caspase—1 Sha &5
e miR-124-3p TR K LV ENEESN Notch TR D
FI T miR-34c-5p Et KR PN NERAN T Beclin-1.p62 .LC3B- 1 /LC3B— 1 j5/Nnf2000
miR-142-5p EJF PN K PI3K/Akt \VEGF ARG AR
JIRERE
miR-7 s /NER KA KLF4/VEGF ,ANG-2 Yu 22
miR-219 TR PN EESR ) NMDAR Dai 252
Wy MR8 £+ PN [EES PirB/RhoA/GAP43 Deng %!
o R M P B
iR-137 i MeCP2/miR137/Ezh2 T
" " KB s g s cCPAmiR 137/ i
5 SBEERE W, miRNA 1 T T #h 28 R5E AN AE T (I8 &

ARG T miRNA 78 ik B i 55 B 7F 7 o
(Y S BEE LA R ) 90000 18 A 2 T AL O AF 5T

BB R A 208 0 A B AR L TR 2 5l I 1)
A R TR EE R RO, HATA S miRNA 3
G R 10 54 73 AL, 2 R 22 MGk e ok AR Rl B
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IS o X 46 LR 5 A B WA A T 1S Ry ML $2
HE T 2B R AE I R B 5T ATh T I 22 1), )
WNTE B4 S 36 v A A SR 2 BEORE G [ T AE I R rh
T 1B S0 A — W A 16 R X e SN ]
S0 miRNA Rk H HI i 6k = RG5Ok I
o B 1 I PRI 5, 7E 38 UE 43 1 AL 0 R, &R
JEOUALIE T T 1S J 3 G PR AT G TT 5 %6 -

%t 30 ] 3 35 miRNA—mRNA [ 2% 22 #0 o5 38 422 ki
ff i g PR 2F AR L BF 5% AT [ BT B miR-9/NF- kB
miR-223/NLRP3 4§ 4 4 i #% , 94 15 miR-124-3p/
Notch—1 I 1=l 5 miR-142-5p/VEGF Ifil & 3 A= 18 %
I 5 I miR-181b/PirB # 28 i A ML o X — JE T
miRNA (153 F WFEHLE], &1 06 97 i ke i 42 4t 7
BEARE , A QUG T R I W1 T 5 4R,
HH R AN i 2 P L B 22 T R - VEGE 78 42 1F 1 48787 2
{14 [ R RE A K B s e ) L LR AP A T AR R
SRR J5 e AR RN o 3 e G (1) AR AR T PR A
BT A% B RLOC AR R WA < S W] YR T 2 R OO
SR BE RN R ) L )R B O 45 R E miRNA Rk
9 {1 2 [6] — miRNA (U1 miR-223) 41 4i] 75 48 E 5 41 it
FE T A5 AN ) 3 (i v S Bl AP 2 M TR 2ok R
Gt 2% S BT R 2 8 (Can s AR s B I ) Xt
miRNA 35 19 52 ) o AR N T 2 SH0H IS
W A ] ol 3R 08 2% A7) B A O b 9 48 RF 2 miRNA (40
miR-142-5p . miR-223) , 2 Il JK A4~ 1K 1k 36 97 42 it
WA

2R AF T T I A0 A% O Bk R S AR BEAE LA 34>
D5 T B G IS S SRR R B - 280 5 AT e BR T
L e 1 S I a1 NI = 4 £ 12 7 N A 1
miRNA 35 1) 2l A 28 AL B AL , ¥k DB i 32 iR 4
7l 5 IR Y K, S 8- 2000 ¢ R B« Bl
1) O SH I 2 B CnAat 58 (i BE L OE A ] ) 5 R
JE miRNA R 35 22 0] ) 1 5006 R i AR g7, B 2 A if
(ARG W =REORE e SHE U C R (S L
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