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1 32 5h a4 Bt miR-29b-3p $E 5] IGF1
MtERELERE/ ESONARBGHIER

XBJ5rt gk s sk ' AR R RIA A R e

WE H® HEHO WU FE E 35 (MIRT) K B 2% 4k
WMAEME miR-29b-3p #E (A IGF1 7E-L # Bk (SEV) J& Ab B ()
KA/ ER(H/R) LA F/EH ., ik 58 GEO %L
P R SR E7E MIRT H 25 55 635 9 miRNAs, 3 3 H/R Zb B0
WLAAE LA A3 MIRT UMY 1528 SEV J5 4b B MIRI
A MR F miR-29b-3p Fl IGF1 1383k , B 853 MTT 460
A LA REAF 335 %, it =X At A A 000 40 B R T, ELISA A5 4%
2H.C LAR AT 48 M T (TL-1B Fil TNF-o) (9725 4k, 45 8
5 Normal 41 H.#5 , miR-29b-3p 7 MIRT K fIL 3% SM A b 3
KR (P <0.05) ,miR-29b-3p Fl IGF1 {4 i i) 45 & ¢ 22 Bk
JESZ(P <0.05), SEV JRALHL)E, H/R il 4.0 AL 4T i
miR-29b-3p HIFRIEFEAR , 1T IGF1 BYFATHE (¥ P <0.05) ,
Il 2% AR A H miR-29b-3p 38 Fe k5 ] B W A SEV J5 Ab B (1)
H/R 0 LAF3G 2, Jin = 40 M 08 T A2 1 S BT, Bk miR-29b-
3p WIAHR (1P <0.05) , Haksesdn i, i3 %5k IGF1
AT #4305 3 3k miR-29b-3p ¥ SEV J5 AL H ) H/R 40/
BRI (¥ P <0.05) . & MR SMBRIEYE miR-
29b-3p # ] IGF1 i SEV S4B H/R O ILAR 4
KR MR AN miR-29b-3p; IGF1 ; L %Lk ; 0> L4 Jfd
EiKvi]

RESES RS542.4

XHFRER A XEHS 1000 - 1492(2023)09 - 1450 - 08
doi:10. 19405/j. cnki. issn1000 — 1492. 2023. 09. 004

L WL i 75 7 33 B 495 ( myocardial ischemia
reperfusion injury, MIRI) J&48 0 WLFE A& A= B 1L 5 P
UCHE 1 I 52 2 1 #8145, MIRL RE 7% 5 2500 UL 40 e 9
T2 RBEH £ g1k =m0 i g o b U
(sevoflurane , SEV ) J2& IIfi K & F BRI 25 4 , #F 5% 2% B
SEV 4 3 1 f5 Ab 38 7 1% 45/ & % ( hypoxia/reoxy-
genation , H/R) 2 9.0 UL 40 B 458 45 H B R 4
FHAHSRIZAE I 2 B QA 7Nk RNA %52

2023 -08 -02 Uk

BT H K BB IE ST H (975 :82071247 ) s IRILT B4 F)
BRI H (45 : WX21D26)

VEHBAL . RIS — BB BRIRR > #H2B, :i 430022

YE# TR R, 5 AR
SR, &, WA, R E AR W, B AR /E A, E-mail:
57342375@ qq. com

PRI Z B2
AL % B miR-29 7E MIRT K FLL LA 2

Fik BIH 0 miR-29 A FRIKXTTF MIRL HA {9
YERL ., A A5 BIF 5 3% BH 400 ) 5 ek 200 i &1 s Ak vh
miR-29 )R MIRENS B35 005 H/R b0 LA 1
WEY ) B EEEAEKHE T 1 (insulin-like growth
factor 1, IGF1) & —Fhflt 2 ik, 76 A G e AR
LA Z R an M i A= & b R VR A SR R B
5 4 R 5 02 0 LA B P2, FLZAE I T RS
e IGF1 M REA XD . E IO A EME R
AT LA L SERE S, X il 2K AN AR TR miR-29b-
3p PE¥E IGF1 520 SEV ZbBRFY) H/R O JULEH At K H:
FLARMLHI A TIRT

1 Fix

1.1 Xz 12 HAFEEYE Sprague-Dawley
(SD) KB, A (210 +20) g, W4 iR =3
S L

1.2 HFEERF e ezl QSRR A
PIHEARABR S ) 5 s R S W H 3 g T ) AR
I ARA BR2S 7] 5 Hieff™ Quick S 43 B IR 7 &
Wy 19 258 2 A IR (L) e AT R ) 5 SN A e
QiR & A I 4R AR YR AT FR 2 W s DMEM
Br ek B DO R A A B RO IR HD; Lipo-
fectamine™ 3000 X5 & W [ B 50 AR DU A= P BB
ARAF]SEV 1y A JE 115 AR YR R AR 58
6 e s 1) R AR A YD SR AR A R AT R A
AT I A B KB A 40/ & (interleukin, 1L) -
18 IR PRBE A T (tumor necrosis factor, TNF) - o |
ELISA 100 & W A 58 52 55 A FR2S 7 5 Annex-
inV-FITC/PI I T 5050 & W A B g A= Sl A
R MTT 350 & W B E LA YR R A
F] ; Luciferase %02 i 45 4l 050 & W B 3E 64
BHEABRA A 15/ miRNA $2 5053 253857 &
Wy A AL 5 B S FER HA BR 2 W5 TRIzol 12057 Al
BCA & e I i) & A BB = KAWL
AA R Al ; EasySeriptR First-Strand ¢cDNA Synthesis
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SuperMix 1 & 14 H b 5 2 EWHEARA R A
7] ; PowerUp™ SYBR® Green Master Mix i3] £ H
JURUHE L IR E Y EARATBR A B s RIPA 24 52 vh il g
A E IR A YR PR 7 5 AR S A ) 0
BRI 1gG W I E i 58 AR MR IR 7
ECL A2 5O R & ok A 2% 0 M5 ( i) A=)
BHEABR ] ; CD9 . CD63 Al B-JIL 3 & FH HL ik ¥
HYC[E Abcam 23 7] 55 51 7 B 0 A B b Rk %
G A HARA R B B bR A i BRSO AT
FROA ] i A A B i = a7 B A BR
A HRRAERMEEE A Olympus A H]

1.3 W%

1.3.1 AEHREEFHAH N NCBI Hdh F 3
GEO &5 F b Kl , B 5 GSET4951 #E4T MIRI J5 Ifi
3% microRNA FEF 34T, limma £9 %5 $E4T %) 22 55 %634
(56 R A 7 8 | O 28 254284 adj. P. Val < 0. 05 Fil
Log|Fold Change| >2'°" B H i hy i 3 25 55 Kk
() miRNAs F|H pheatmap fLZ ] #4 &, TargetScan
(http ://www. targetscan. org/vert_72/) , miRDB ( ht-
tp://mirdb. org) ZKHL miRNAs YT Ui # 3 A I B 22
£, & B Venn 78 46 M 3 ( http ://bioinformatics.
psb. ugent. be/webtools/Venn/ ) 2| 2 LK | Fix
LSRR L R o R 2R A W17 B 5 TR DAVIDG. 8
(https ://david. nciferf. gov/home. jsp ) FHE 22 3617 1
17 R R 5 B R 2 A B4 15 (Kyoto Encyclopedia
of Genes and Genomes, KEGG) i % & £ /0¥, 2
A,

1.3.2 MIRI K R#ER 25 AMIREHLEER 6 HK
S MIRI 40 Normal 2H . B 55 R A B E He 240
PR B, JBRTERE J A Co M DT 1T A8 DD T AR B A
M50 B bk A 8 5 T R BN Ze ) 3 — 4 Iy B a)Re
WAL AT T, (O R R SR, Z A 0HT
3 LA M gl ok [58 #f 22 Ta) , A7 e IR 3 ik ke 0 AL
Rt MR 222k e 2 i 3R RIS I, 24
LA sk b€ . Bhsh kI TIT AR B
T K REIR 2l ik % B ZE FE i . W0 i 1B T
RSV IR S PPN E S i) I IR TV N
B ST Bedfifmn S 2 HE T A R 5 0 8 0 5 TN Sy A
21, Normal 2T AL PR ANEEFL .

1.3.3 S RAARKRSE RAEA EDTA HLEER )
LS R LA T R K B A ] il A 7R A
€ 3h PR A 3 000 1/min #5.0> 10 ~ 1S min, /ha0> 5
B 3, A 200 wl PBS 22 bl 8, B3R A5 i
HKONBIR B, HCET -80 CHIRAT

1.3.4 e spibth B BUBERAFE T UK B
fift , FEFL AT IR G 55 % 200 RNA B EP &b, 78
4 °C'F 3 000 r/min &.0> 15 min, 7 EUHE, G
BEHWE.OE, FXEL10 000 v/min &0 15
min, FEET0IE, 5685 . RIS A 73 2 150 & 10 W]
BRYHE R oy B AR, AR S TIA 1 x PBS
B IRAIEINA 41202-A TAEW, I HENRE T 1min J5
T4 CTHE 1.5 h JFHIKEL10 000 r/min &0 1
h, WCARDIVER PBS g #8 £H EP & rh Ik
PL 12 000 r/min &0, FIEWR P E & & SN E0RL
0 LB S OO D PR RS B L RS EAT AR
alif.. 11 100 kD &34 T 4 °C T LA 15 000 r/min
B0 20min, P H G B0RL R R 4l Ak I G A I 1A,
B JE A 0. 22 wm AYE 2 EATBR B4

1.3.5 mgshishdr SRABES AT BB
(TEM ) XFAMIMA T A AT %55 L 15l ARk
EE T 200 H A EAEH N L, #E 2 min J5REE
W 2% B SRR 15 s, R T AR T4
Je W X 22 35 6 100 KV Y35 5 LB L, W2 A1 i
IRAIEZS AR, SRIGFIA Western blot Kl 41
TRAH KRR S (CD63,CD9) 1y Z2 3K 1 e, K 7 v
ZM81.3.13 ik,

1.3.6 ShibikEEE A min o ARIEIN AR S:
iRk 77 £ 16 91 35 25K K miR-29b-3p mimic ( miR-
29b-3p LY ) . miR-29b-3p inhibitor ( miR-29b-3p
FPARIF0) K B X BR inhibitor NC . mimic NC % A Ifil
WA AR 20 e AL AR AR UL B 2R A T
1.3.7 MIRI @B A 2 5 A B lgm oL dt 4 I
£ Sprague-Dawley K EUA BT i (210 +20) g, I T8
WLANM 285, H FUARI LS T IRRE 76 (23 £2) CIY
12/12 h /B F R A BRI E Y FIK, ABF5R
R 5 — BE BE s P o0 sh A8 B 2% D1 S b
(#t%5:230118) , Ml =L, VIZ 1 mm® Y
B, PBS W5V E FH P A I 2 e D Ak, K 40 B
TES A 10% R4 s M 1% &5 % R85 RN
DMEM HFEEE, 70 wm AAEL JE RS 0E . R 5
BRI TE 37 °C 5% CO, IR FRA %,
WA X BCE R A O WL B 3 P 2 6 FLAR, Bl S
fifi FH Lipofectamine™ 3000 #£47 Wif it 55 Y 143 M anF
24 ; Control ZH AMUTATALFE H/R AV Ak 4/ 42 48
AbPR Sev Ll B 4A/ B AR Sev AL FH miR-29b-3p
mimic exo + vector ZH (/0> WLARRIE 0 A 33 35 miR-
29b-3p 19 Hh W 1A I H 3% e 25 24K ) | miR-29b-3p
mimic exo + IGF1 éﬂ(bﬁﬂéﬂiﬂ@tl“bﬂ/\ﬁii%i miR-
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29b-3p HUAMNIA I ELEL YL IGF1) , 554 48 h J5 K
AL T B AR/ S AR B, R4 2 h 3%
SEV JGAbBH 20 min, & 4 40 min, 440 A 0 BE 5 5%
BB HZHR) DMEM B 3538 78 37 °C |
5% CO,.95% N, ARG 4 h, 53 LGSR i
A 10% G4 10035 1% 75 % R /86 % R 1) DMEM
RiFdE A6 37 °C 5% €O, 95% 28 S h gk 4t 1 35 2
h,

1.3.8 ELISA #&a  HRZ: SEV J5 A3 #%.0 fL4 i
K bW, W B e SR R B IL-18 ., TNF-a 19
ELISA i &5 43 SR MIRT .C LA b 3% W 1L
18 . TNF-a 97KV, & B HRIE S FLRE A AL, bR ifE
i FLA AN TRV B2 PO AT i, FEAS LSS IR AR AR
FEINREATR B ; 525 AN, b S FLARE A FL v 4
U AR 13 S ML W Bl ( HRP) FRic A A I oA, B
MRS S AL, 37 CHEIRARIRE 60 min, F# AW
P WK AR BT, I Ve, FE 1 min, JB A
T, W 5 R BHLIMAJKRY) A B 45 50 pl,37 C
HEEIER 15 min, IAZIEW 15 min N, FE bR
AMAE 450 nm AR RE LI % (optical den-
sity, OD) {H,

1.3.9 AX s mie A 40500 EE S
AT EDTA B IRAEEIH AL, £848 3 K PBS ¥Eik)E, LA
1 500 r/min AR B B0, 4w BIEWL, A 1X AR
G PRCKS AN A R R A B R A A S
FITC #3iCHY Annexin V-5 550 1R Bis AL AL P IE T
YR, TR A JE e 250 E 30min, I 2040 X
Rl

1.3.10 MTT #eml e 5% $ 10% MTT Hm
PR KSR IS B Ak BES B9 20 M 35 Fh 7E 96 FLAR
OB TE 37 °C,5% CO, FIsFEane, BEEmA
“HEHA(DMSO) FEFE IR EIRZHEE 10 min, %5
i S A T T R e 9 e N ASCASE I A U K 490
nm ZbPIROGREAA

1.3.11 w3k E#mpised 4 [fHEDEE
SRR miR-29b-3p I IGF1 Ay i) 56 22 HEAT Fi
48T, FH PCR ¥38 &4 miR-29b-3p 2541 . 1)
IGF1 JEH Y 3'UTR J¥ 41, # IGF1-3'UTR Fef&E |
pMIR-REPORT %¢ )t & Wi 4K 1GF1-WT ( ¥ 4= #1)
o, PHE IGF1- 3" UTR 45 & 3 s i 28748, o I %)
IGF1-MUT( 248 80 ki, B 40 L 53 4 miR-29b-
3p mimic + IGF1-WT 20  .miR-29b-3p mimic + IGF1-
MUT 21 .miR-29b-3p mimic NC + IGF1-WT 4] miR-
29b-3p mimic NC + IGF1-MUT #41, #R #& Lipo-

fectamine 3000 {57 ( Invitrogen) A 456 miR-29b-
3p mimic By, miR-29b-3p mimic NC G2 g JookE
IGF1-WT 5 IGF1-MUT $i 8 73 ZH 1K 5 %% e 31) 46 /g
o ek 6 h R SE R IR 48 h )T PBS PR,
BESEHNA Luciferase Assay Reagent 35|, kil 26 6 &
Tt P 2 I 5

1.3.12 qRT-PCR #&m Rl 2%/ iM% miRNA $2HL
3R A PR U b S RNA A R IR 3 )
K ,ERBCE 5 min, TA 200 pl S H B, k5 )5 =
TRJCE S min, 764 °CF 12 000 t/min &5.0> 15 min,
IKAREE R INATCK SRS, e AW AT 28 3
FRRE0 30 s, 1) W BEAE FPoin A 22 3 B MRD
BB R, RS BD AR, FRR
B2 min, W BAERE AH EP 441 A RNase-Free
ddH, 0, ## & , 20> 2 min, KM TRIzol ¥ HEHUIM I
SR RNA AR VETE WL TRIzol DA, 42 HR
# RNA 7E REEA  #57 BR EasyScriptR First-Strand c¢D-
NA Synthesis SuperMix PAVETR B L RNA AR 3
et i PowerUpTM SYBR® Green Master Mix 17
PCR, ZEAUH 2 -2 0 e — 251 H5, L U fE
4 miRNAs (NS, HRINE O GAPDH, 51¥))7 51
W1,

&1 (RT-PCR3I#MEFI(5-3')

RN/ 5191731

miR-29b-3p F:TGCCTTAATTTTCACGGTTAT
R:TTTGGTCCAGCCAATTTA

1GF1 F:CTTAGGAATTGTCAATGATC
R:CGTGTGGGTAATCCATTATTCG

u6 F:TTGTGAGGTGGGGTGGGTC
R:GCGCATGTCTAACGGATTCT

GAPDH F:TGAAATTGGAGTGAGCTACGGTT

R:ATGAGCAACCTAACCGTCTTGT

1.3.13 & a¥pidki  H RIPA 2458 v HE L
MM RG] BCA SR IEIN e il h G s, &
FIBTRE i 5 A5 TG MR &, 1 10% + e 5
TRIREN (SDS) — RN IR BE R Tk 7 5, SR,
B R B B R w3 O s (PVDF) B 1, 7 37 C
5. 0% WA A4- W5 hiZ i 45 min, K5 5 —PiRH ,
fu 4% B-NLEhE H .CD9 .CD63 ., BT , i 5 R 1ot
FALYI BB A L 1eG E IR FIE 1 hy M
ECL o & e it 75 & 46 0 25 1 2k, DA B-
WMBhE NS,

1.4 SRit=Z438  RJH SPSS 23.0 Geit #4434
AT EAE, THRERIA x5 TR FEIES
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AT 22 RTAR T, 9 20 18] BCH b AR 1T ¢ A
5y, Z 4 IR EE LU BCR B R 5 2200 b, it —2D 21
T LA T SNK-q K30, ARAF G IS 43 1 A
J7 25 550 A 5 i D00 9 2E 1] LE 38R B Wilcoxon 495
FRAG I B, Kruskal-Wallis #6756, 22 41 b5 % F Fried-
man KK, DL P <0.05 HESFAGIFE L,

2 FR

2.1 SEV 3R H/R OALEIRG WK1
Fii7Rs , 5 Control 2H FL#8, H/R 260 JULZH B ) 44 42 i
FI0E s TR AR PR F (IL-18 A1 TNF-au ) ¥
I (8 P <0.05) . i H/R 440 AH LE, SEV
TRYT A B AN AE A S o TR B R R Tk
JE(X P <0.05) BFEAR, $275 SEV J5 &b 2] i 42
H/R 75 5100 LA L 45473 .

2.2 miR-29b-3p 7£ MIRI X & I 3% 5h iir ik v 3R 55
38 43T GSE74951 2% F & B 68 45 MIRI A
K miRNA , Horp 30 58 % B, s R
K E MY miRNA 23] 22 % miRNA 3Rk #A A (&
2A) . 2o M 3E SCHR S miR-29b-3p 49 A 5T
4385 MIRT K BRI A0 s A4, i~ S 055 0 B Sl 7

AMIMATE 2 Z2 AR R B B (1] 2B) , Western blot
R 4 B, 5 0 A s A I 2% 4 e A, AR CD9
F1CD63 1) 8 1 Rk 5% (38 P <0.05) (&l 2C -
D), XFREUMIE S H miR-29b-3p YR IKHAT
R 5 2 B, AR T 1E R R B, MIRT K BRI 3R S0 i
& miR-29b-3p ik i o H 25 55 A G it
BN (t=12.45, P=0.0002) (K 2E)

2.3 IGF1 #iF£H miR-29b-3p RYERER &)
Targetscan F1 miRDB £ #8 miR-29b-3p 1 # % [ Jf:
BOsc e AR R 518 AR (K13A) . ¥ 1
IREEELP T David Wb H i KEGG & 48 73 # - HLHL
AR RO ET 10 N B2 d S (B 3B)
W4 TR ASUIAE PIBK/AKT 155 38 % I 1, %% 3 %
oY SRS AT B EAE A, B IGF AL
TR (B AR B IR R (B 3C) , IR L iE %
IGF1 YE M 5 LA, IGF] 1 miR-29b-3p AYHE
) 45 G0 s DL 2D SO ER i S g i — 0
IE T miR-29b-3p Hl IGF1 AU & (K 3E) .

2.4 SEV 5412 FE{K H/R Kl # A9 O BL 40 BE
miR-29b-3p MIRIERFAS IGF1 MiRiE K 1T 0f
FESEV 5 &b FEAE H/ R v W 7E 4 F L, A

A 1501 C 40p D 80
—_ —_ k3 =
B s 30} E60f
< 100 —L < L &
= T H - L
Fe . m 20r i 2 40
o =2 T H
= 50 = 1 .H.kﬁ 5
= (1 S— = 20F
=
0 0 0
1 2 3 1 2 3 IL-1B TNF-a
B s 1 s 2 s 3
10 0.37% 5.46% 10 0.66% 18.22% 1070439 11.19%
10 10t 10
10; 101 101
~ ~ Y
10° 10° 10°
10' 10' 10"
" 89.86% 4.31% . 71.00% 10.12% o 85.33% 3.05%
10 10" 10° 10° 10* 10° 10 10" 10° 10° 10 10° 10" 10" 10° 10° 10" 10°
FITC FITC FITC

E 1 SEV i&friEiz H/R AR5
A MTT BTN TE T /75 B - C. ARSI AN IH T D ELISA SR 1L-18 A1 TNF-o BYHE ;1 Control 4432 H/R 41;3:SEV
2l ;5 Control HHLH: * P <0.05,* *P<0.01;5 H/R 4% . #P <0.05,%P <0. 01
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A B N
ThM Ay Ak
.53 L L
' MIRI Do
miR-433-3p Y b4l
0.5
miR-375 0
o CD63

miR-194-5p |,

miR-370-3p !

miR-15b-5p Practin
miR-29b-3p
D o E
ST T4 b i 2 ) 4r "
NPT . g T
% 3r
i =
£ b
i%is X 2t
=<
= s
a &
L — —
i s !
D
=
g 0
CD9 CD63 X B 2H MIRI

2 miR-29b-3p £ MIRI X R 0 3% 5h i p R 1K 1 58
A 25 miRNAs fUER BB AMBMA BRI x20 000;C — D ; Western blot K&l 152 CD9 1 CD63 3K IH 614 7K - ; E ; Normal F1 MI-

RI K B A A sf miR-29b-3p Y IA ; 5 ICAMNBA LI AH L. * * P <0. 01 ; 5% IR e . # P <0. 01
A B
C
E 1.5r 1
2

#H
I
P 10 -
i
Bl
i[ﬁ 0.5kF &k

D =
=

IGF1-WT IGF1-MUT

E 3 miR-29b-3p 1 IGF1 Ky5E[6 £ RIEIE
A Targetscan Al miRDB HiJll miR-29b-3p HY#ISEH ; B. KEGG & HE /M ; C. A BAE 45 ;D . miR-29b-3p /> IGF1 MR RAELE &
{7 15 B WO R MRS 250 45 5 5 1 . miR-NC 41 ;2 : miR-29b-3p mimic 41 ;5 miR-NC 4 L% * * P <0. 01

(C)1994-2023 China Academic Journal Electronic Publishing House. All rights reserved. http://www.cnki.net
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A 3r-
Hok
iy
b T
g 2r #H
= T
(=¥
<
el
2' 1+ T
.
E
0
1 2 3

B 1.5
il
)
® ok il
=
5,::5 #H
= T
4
g 0.5F 53
: — —
S
0
1 2 3

E 4 SEV FE4EX H/R R OAEH miR-29b-3 1 IGF1 RiZHI M
A - B:qRT-PCR %l miR-29b-3p F IGF1 1£4%-£H 40 M o (192535 5 1 ; Control #H ;2 H/R #;3:SEV 4 ; 55 Control 4 IL#5; * * P <0.01;5 H/R

HIE. " P <0.01

W5 % M qRT-PCR #61] miR-29b-3p FI IGF1 f{) 3
KAk, K4 BE Bos, 5 Control 4 4H ., miR-
29b-3p #£ H/R A4 rf 23k T, T IGF1 Rk %
fl8(P<0.05), 5 H/R H4MMEAH L, SEV ZH ' miR-
29b-3p MY FRIKFEAG, M IGF1 A THE (P <0.05),
DEEE /R SEV 5 AR B ER 1) H/R HE O 0L
YA 553495 1T 6 38 4 55 miR-29b-3p Al IGF1 3#E47
G

2.5 I3 SM KRR miR-29b-3p BEMB{E ¥ SEV
EAER H/RDALARMIRG  MTT F 4R
YR ZE R BR 1 R IR MR R miR-29b-3p B [
R WL L 14 58 3% 7, 5 o 40 ML O T2 %% X SEV 1Y
BT R EM B VE ] (¥ P <0.05) , 1 f miR-
29b-3p MIPHE SEV i — 042 im0 LA B 58 T 7,
FEARIA T3 (P <0.05) , HAh, %k miR-29b-3p
LT TL-1B I TNF-ou FO¥ BE | T B8 miR-29b-

3p MR EE (P <0.05), &2,

2.6 IR IGF1 Al &4 # #id R X miR-29b-3p
X} SEV 432K H/R O ALARRG R K0
LA M5 %% %% miR-29b-3p mimic B mimic NC #Ifi
AN IR SE R T )5, R0 AL 40 I %% Y vector BY
IGF1,#£47 SEV &b ¥, Z5 R /R, 5 SEV + mimic
NC-exos 2 3, SEV + miR-29b-3p mimic-exos 2 A9
S0 e B DRI, UR TSR, S MR vk R
(¥ P<0.05), 5 SEV + miR-29b-3p mimic-exos
+ vector 1 HL#, SEV + miR-29b-3p mimic-exos +
IGF1 ZH 4 MUl 58 15 g 52 v, i A g T2 /b, e A
T ERANHI (¥ P <0.05), W3, FWEE
miR-29b-3p JIVEE (1400 AL AR 0 T~ 1 5 P J 1z, 9004l
() 240 BELAF % 2 18038 0 i R 3k TGF1 45 313K 73 8 6
$&7/R miR-29b-3p Al IGF1 2 5iH4% SEV J&
ALFRE) H/R 755000 LA L5 475

®2 SEABMMEOBATHRMEEFRIELMER (%) 5 £5]

45 MBS T3 (% ) AMFAT (% ) IL-1B #J¥ (pg/ml) TNF-a #JE (pg/ml)
SEV + mimic NC-exos 60.48 +5.19 17.96 £1.72 16.04 +1.56 29.45 +2.82
SEV + miR-29b-3p mimic-exos 25.41 +£2.12* " 36.47 £3.21" " 48.07 +4.52* " 79.46 £7.21" "
SEV + inhibitor NC-exos 61.08 +5.21 18.17 +1.78 15.98 £1.55 29.07 +2.81
SEV + miR-29b-3p inhibitor-exos 114.57 £10.05% 7.41 £0.71% 5.74 £0.51% 11.45 +1.23%

5 SEV + mimic NC-exos 20 H#%: * * P <0. 01 ; 5 SEV + inhibitor NC-exos 2H HL# . # P <0. 01

R3 JRAEMEBEBTHRERFRIEIBUER(n(%) ,x £5]

4151 YNHLHETE G F1 (% ) AMRTAT-H (% ) IL-1B B (pg/ml) TNF-c ¥ B ( pg/ml)
SEV + mimic NC-exos 68.24 +6.45 17.82 +1.69 17.22 £1.53 29.88 +2.79
SEV + miR-29b-3p mimic-exos 22.43£2.01** 36.58 +3.31* 55.41 +5.07* " 82.33 +7.68* "
SEV + miR-29b-3p mimic-exos + vector 21.36 +1.98 37.42 +3.36 54.68 +5.13 81.95+7.69

SEV + miR-29b-3p mimic-exos + IGF1 31.44 +2.89%

26.51 +2.44%

34.20 +3.05* 49.63 +4.67%

5 SEV + mimic NC-exos 41 FLES: * * P <0.01;5 SEV + miR-29b-3p mimic-exos + vector ZH L # : # P <0. 01
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REAEAFSE' T 2600 SEV i Ab 3 ] 585 550 JIE X
MFRE T A HT ) . ABIESE B S ii s 20 e 2 56
KL SEV JE AL S H/R 1475 .0 ILZH LS, 240 i 3
B K 200 6L T R BN 32 BN, R B SEV
JE A FRAE H/R Bl 20 BEAR P T

miRNAs DIERIESE S 5 SEV i Ab B il F-
B 0O WER P HLE, anAE /R i/ R,
miR-155 i B FE R A A SEV A7 S L i 1 /DN B
(R DIRE S IMAEAE RIS BEAb Jiang et al® ZEHF
iR & B SEV 5 AL BEAE S8 i 1 JE miR-107 $ [
STRADA ALK O UL H/R 65, X LB
W RTF A miRNAs 760 E A i B A 6] 19 1
FABLH . ASWFFEIE L GEO ¥ e A & MIRT AH5GHS
A I H & miR-29b-3p 76 MIRI 3635 3% i,
He et al " YEWFFE FIIESE miR-29b-3p BEMEIE it #1 [i)
PTX3 JNd . E H/R #i45i, HARY B8, miR-
20 FEAETAMBAH | SR U8 T B g A /M A Y miR-
29 REMS A ARAE AR 175 0 WLAR A A T JF A a0
WZ ., HHEFT miR-29b-3p A fE % M MIRI AY &
&, R BFFEXT MIRT A B 2% 28 AR H miR-29b-3p
(IR VEAT TR I H U SZ miR-29b-3p 7 Ifi 2% 4
WA TR I S R Tk HEIN I % AN A R miR-29b-3p
TR SFHEIRATEES 5 T MIRL Wi,

R RS miR-29b-3p X SEV JE 4B H/
R 40 M50 9 43— AL 308 5 B ) DG 3R T )
i 1t miR-29b-3p MUFEIER , KEGG & &M A3 T
PI3K/AKT {5538 %, PI3K/AKT il %2 MIRI &
P AR RO s 2 — AN Rk 5 SRR AT T
PP ERR-1 Ab B B A% 38 1 B0 PI3K/ AKT 38 % i
ek MIRL, BEAL, ] 5% 37 4 A 7E 52 56 1 52
WESE S 25 SR ALRERS fE1E PI3K/ AKT 38 %305 1 F
HE MIRL, P A B 53 6 OC 1 A5 7E & 46 2
PI3K/AKT i #% i 2% K f | IGF1 J2& & 4 #£ PI3K/
AKT 3 6 ) — B R SR g A gE 2 e S,
SO FFEREL 0 43 200 8 S I A o 0 B B AT (. AP A
H,ZAE R BE S 02 0E IGF1 MRIA 2%, IGFI1
W& B R IR O WA A TS Y A R
T8 HY , Ghrelin 33 _F# IGF1 WF AR H/R 5
A LA, A S5 B0 B 7R , miR-29b-3p 7E H/R
5 00 LA M P ek B R 1 IGFT 78 H/R 15 S 11
O LA AR A 2R A ], SEV 5 Ak BN BE 4% 2%
P miR-29b-3p R IBIFAEHE IGF1 1YFRIK,

HE— 2 T RESC S UE SCAE MIRT K BRI 3 A 3k
b Fik miR-29b-3p REAL N SEV 5 ALY H/
R, il AL 3% g I HAR SF 98 T Fn 48
PER F 3k, H 5 5k IGF1 M B 9% 36 4 4 &k
miR-29b-3p Xf SEV J5 AP H/R L JILAH 453455 1
SO, XTI AN AR UE P miR-29b-3p RE K HE
i) IGF1 BEMi N SEV JSAFEAY H/R 40 Efifi

A 5T B JR) BRAE 7E T oK i — 25 X miR-29b-3p
JEAT AR ] MIRT H ) HoA 3 S A5 5 3 B R A TR
5%, ABFFEUESE T MIRT A BRI 2R AN A TR P miR-
29b-3p REALHE W] IGF1 {2 i SEV J5 4L P H/R o>
WLAH R 47 , T FAb b iA H miR-29b-3p (R IEH H
£ MIRL (3697 T A HEVERT . ASBIEFE AL & LA 5

E'5 MIRI X R 10 3% 5h i 5 1% miR-29b-3p #B[5] IGF1
fNE SEV 542/ H/R (L ALLERERG
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Effects of plasma exosome-derived miR-29b-3p on
myocardial cell injury in hypoxia/reoxygenation after

sevoflurane postconditioning via targeting IGF1
Deng Fangfang', Li Jiyong', Zhang Li', Zou Gaorui', Chen Zhijun', Le Wei’
('Dept of Anesthesia,” Dept of Acupuncture and Moxibustion, Wuhan No. 1 Hospital, Wuhan 430022)

Abstract Objective The purpose of this study was to investigate the effects of plasma exosome-derived miR-29hb-
3p in myocardial ischemia-reperfusion injury ( MIRI) rats on hypoxia/reoxygenation ( H/R) cardiomyocyte after
sevoflurane (SEV) postconditioning through targeting IGF1. Methods The GEO database was used to screen dif-
ferentially expressed miRNAs in MIRI, and cardiomyocytes were treated with H/R to construct a MIRI cell model.
The expression of miR-29b-3p and IGF1 in the MIRI cell model post-treated with SEV was intervened, and then the
survival rate of cardiomyocytes was detected by MTT, apoptosis was detected by flow cytometry, and inflammatory
factors (IL-1B and TNF-a) in cardiomyocytes in each group were detected by ELISA. Results Compared with
Normal group, the expression of miR-29b-3p in plasma exosomes of MIRI rats was enhanced (P <0.05), and the
target-binding relationship between miR-29b-3p and IGF1 was confirmed (P <0.05). After SEV post-treatment,
the expression of miR-29b-3p in H/R-stimulated cardiomyocytes decreased, while the expression of IGF1 increased
(both P <0.05). Overexpression of miR-29b-3p in plasma exosomes could significantly inhibit the survival rate of
H/R cells after SEV treatment, aggravate apoptosis and inflammatory response, while knockdown of miR-29h-3p
showed a opposite effects (all P <0.05) . The rescue experimental data showed that overexpression of IGF1 could
partially reverse the effects of overexpression of miR-29b-3p on H/R cell injury after SEV treatment (all P <
0.05). Conclusion

ment by targeting IGF1.

Plasma exosome-derived miR-29b-3p promotes H/R cardiomyocyte injury after SEV treat-

Key words plasma exosomes; miR-29b-3p; IGF1; sevoflurane; cardiomyocyte injury



