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ARER, 4R, R, Foke0, RS, THA, AmA', PR, BL°
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HE . BH 4R T microRNA—-92a—3p(miR —92a—3p ) ¥e 51 i 42 SIRT1 &A% 3 4 A2 (OGD/R)
P F o RS R K 4 e (bEnd.3) SR R R e9AERALE], ik EREAE FRAMER S (QRT-PCR)
M € miR—92a—3p, SIRT1, MF/EIFRLHE T o« (TNF-a) . & 2 % 18 (IL-1B) mRNA ) & ik ; Western
blotting 8 # SIRT1, 445 % B F—«kB(NF—kB) p65 . % 8 4L NF—kB (p—NF—kB) p65, TNF—af=IL—13 & & #)
ik MR K EHIRE AR IBIEMIR-92a-3p 5 SIRT1 ¥e@ % #; XJRFEHASM bEnd 3 e 454k h, &R
OGD/R #8 miR —92a—3p A8 %} F ik FH AT AFA 3 (P <0.05) , M_SIRT1 WT+mimics+TK 20 5% ¥, % B & M85
M_SIRT1 WT+mimics NC+TK £84&( P <0.05) . OGD/R 2L SIRT1% & F» mRNA ABKS R A FHE A BABEAK( P <
0.05), OGD+92a #7471 2845 OGD+92a 474 7 1 A L8FH 3 (P <0.05) . miR —92a—3p B4k 28 NF—kBp65/p—
NF-kBp65 & & BAE MY A AL, SIRT1E & Ffe mRNA Rk ZAE S 1 A 284K P <0.05) , miR—92a—3p A&l
HIL—1B. TNF-a& & Fe mRNAARX A A FEADY WA (P <0.05) . miR—92a—3p 2y o s &
AL ALK P <0.05) , 4518 miR—92a—3p i@l i e dph] SIRT1 &k, MLk OGD/R #-F69 fmfaf E H

R 2m e K IE R
K EEA : MicroRNA—92a—3p ; Faffe s Mk e b ; BAEH 5/ B3E ; SIRTL ; £ER M ; DK
FESES . R74331 XEkARIZED . A
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Abstract: Objective To explore the mechanism of microRNA-92a-3p (miR-92a-3p) on regulating oxygen-
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glucose deprivation/reperfusion (OGD/R)-induced inflammatory response via targeting silent information regulator 1
(SIRT1) in cerebral microvascular endothelial cells. Methods Real-time fluorescent quantitative-based PCR was
applied to detect the expressions of miR-92a-3p and SIRT1, tumor necrosis factor-o (TNF-a) and interleukin-1f (IL-
1B) mRNA. Western blotting was employed to determine the protein expressions of SIRT1, nuclear factor-«B (NF-
«B) p65, p-NF-kB p65, TNF-a and IL-1. The targeting relationship between miR-92a-3p and SIRT1 was confirmed
via dual-luciferase reporter assays. The migratory ability of bEnd.3 cells was determined via scratch assays. Results
The relative expression of miR-92a-3p was increased in the OGD/R group compared with the control group (P <
0.05). The luciferase activity of the M_Sirt] WT + mimics + TK group was lower than that of the M_Sirt] WT +
mimics NC+TK group (P < 0.05). The mRNA and protein expressions of SIRT1 in the OGD/R group were lower
than those in the control group (P < 0.05), and they were higher in the OGD + 92a inhibitor group than those in the
OGD + 92a control group (P < 0.05). Compared with the miR-92a-3p control group, the protein expressions of NF-
kBp65/p-NF-«kBp65 as well as the mRNA and protein expressions of IL-1f3 and TNF-a were higher, and the mRNA
and protein expressions of SIRT1 were lower in the miR-92a-3p mimics group (P < 0.05). The wound healing rate in
the miR-92a-3p mimics group was higher than that in the miR-92a-3p control group (P < 0.05). Conclusions miR-

92a-3p promotes OGD/R-induced inflammatory response in cerebral microvascular endothelial cells via targeting

and inhibiting the expression of SIRT1.

Keywords: microRNA-92a-3p; cerebral microvascular endothelial cells; OGD/R; SIRT1; inflammatory re-

sponse; mouse

B 1 A ki 25 0 (ischemic stroke, 1S) 3% 30 4 I 44
1. Fil AW R, PN i O e b
[ 2 W N S 1 LAY A o7 O | R =0
WA B ZEAAEY S IRIT 1S B AT R 7 I R DL RS
Lo 24 Wy T e, S A ST A A8 R AR N AR R
dfe i XA 2H 20 o R o i 2H 2P T
233 B I R S B A R R AT R A M
REVESI . WS RBT, Il il FEE A b AR B
R G RE N TR, 5T IO A P B 4 i
(brain microvascular endothelial cells, BMECs ) 73 I 2
TG o> 7 S -, g0 e B AE s,
B N A ) BT A i T AT A &L
F1% 3l B I A I A5 PN B2 200 L e R 3 A R P Y
ARE B 72 1S 17 1 ST T M 114 OC B ) 7L

MicroRNA (miRNA) J& 21 ~ 25 nt K (9 -l 2 i B
f RNA, 5 mRNA 43+ 3'-3E B % X (untranslated
region, UTR) #H 45 &, XT#e 5t 5 36 N Rk vt 17 4
W, BERERYT, miRNAs 25 P84 R AH SC 90 1Y
A W EL R, © RN TR R T AR R
MicroRNA-92a-3p (miR-92a-3p ) VE g 5 IfiL 5 14 Kz 41
Jitd 1) 66 % V)M 56 A9 miRNA, 78 P B2 40 i o & = F
w. ZH5NEABRAE . . WA GER, A
A 00 ffe PR O R R AN T BT AR BT
F 1 (silent information regulator 1, SIRT1 ) HA Bt
2 AALRLE . B T AE K A SRR,

FKUE AL CBACEY . BFFE R, SIRTL o] 9
20 ML SR R, R BRI A M SRR 09 /E L, H
FE BMECs 91 i 23k, X 41 i 35 8 Fn R 45 14 2 g 2L
A AR VE P miR-92a—3p & 75 i 1 SIRT1 ¥4 45
BMECs T HE 1 A UL e B

G A= W5 B %% 0 B, miR-92a-3p 5 SIRT1
mRNA 3'-UTR #1454, #E miR-92a-3p AT fE HE 1)
T SIRTL By 235, 78 il {3 i 45 P Bz 40 i v 493 vt
BN, W W M bEnd.3 & A R R
(OGD/R) # %, W %€ OGD/R 45 1F F bEnd.3 41 il
miR-92a-3p . SIRTL. R%F K 1Y 3R ik 2 H A 7E 3k
., LACAE A MK T BH B miR-92a-3p # [] SIRT1 9
2 OGD/R 15 3 Jifi 155 P9 12 240 1 4 SR B 1 149 4 FH AL
Wil AIRYT IS $RALH B U

1 MREIE

RS ESEIVE
bEnd.3 4] ( 28 TS0 A IR A R |, 19 75 i
# % ) H-DMEM £ Jitg 5% 3% %& ( € [ Sigma /A 7] ) ,
GP-transfect-Mate # Y4 i 5 ( L& I AEY AR,
RNA isolater Total Extraction Reagent 2 5 ( 55 50 45 ME
YN T ), ChamQ SYBR PCR Master Mix 7E 7500
RIS 1t PCR AY (3£ [E Applied Biosystems 23 1] ) ,
NP-40 24 fig i . 25 Eg a0 (R84 ) T
FEABRA ), BCA a8 & kil ian & (db o &R

1.1

o 27 .



FpIE AR ek

4324

¥EREARNFA), INF-a it 18 ( £ H
Proteintech 2> F] ) , Ja T SIRT1 S P 4% 5% 5 A F-«B
(nuclear transcription factor— kB, NF-kB) p65 . p—-NF-
kB p635 Pri& (£ [H Cell Signaling Technology /A 7] ) , %
Pt IL-1B HitA (€ E Abcam 28 7)) , B—actin B 1A (SE[H
Proteintech 23 7] ) , i 85fb 2 & A A ) 65 (IR M 57
fEAEYRE AR AF)
1.2 ZHREtESE

¥ bEnd.3 4 i 4% A T & 10% Bt 4 1L 3 (fetal
bovine serum, FBS) Fl 1% ¥ 1% B 2% 1) H-DMEM 4] ity
B FR 25 e’ (TR BE TN, TE37°C . 5% — %
ATtk 20 Jf 35 TR A R BE A, O B0 K 0 Y A i
TR S5
1.3 AR R H
1.3.1  miRNA 4% 7 & B2 %)
mimics NC, miR-92a-3p inhibitor. inhibitor NC ¥ 2}
PO 500 B T B b LR TRy s e, B A
125.0 pL. 125.0 wL. 62.5 wL #1125.0 wL DEPC /K
VIR, B A=20°CUKAG B R ARAE
132 it 4 bEnd.3 40 M % 7 35 5] 60% ~
80% It HEAT 55 Y S5 . GP—transfect—Mate % Y 5
R E L Lo Ltk B, M8 4 1.5 mL L Ep
B, UG ML E Ky 3R 3L 200 /A . B4 EINA
7.5 pL GP-transfect-Mate % 3418051, 73 4b 4 5 730l
fA 7.5 wL miR-92a-3p mimics . mimics NC . miR-
92a-3p inhibitor Al inhibitor NC % f£ W , WITIR 2,
FEIREE S min; B8 GP-transfect—Mate 335 35 218
B 5 N B AR RRE FRRIR A Y P, e H L
miR-92a-3p mimics . NC. miR-92a-3p
inhibitor il inhibitor NC #3418 541, MR WA 5
RA), ZEEE 15~ 20 min J5 v BIFE YL, RETE
1 h AT B AT 6 L AR Hh 9 15 7% 2 ik
1.6 mL PP HS 5 0 5 4 400 pL 5% LR S 90 A AL
W, AR 2 mUAL; BB FLIR LIS A, A
37°C. ZAEALBRIGFRARF E R 6 he
133 @iy W E OGD/R % miR-92a-3p
mRNA K SIRT1 28 [ 2235 ht 15200, K5 40 i 43 A X 1
2 . OGD/R 4 . OGD+92a # il ¥ 2 . OGD+92a 1) il 51
NS4, FRAMMA 7.5 WLEEJAR5 6 h, &
B JC Il % H-DMEM K5 57 BE J5 T 40 Jfd 35 57 46 35 5%
8 h, P 4y 5 42 K5 97 3 (89% H-DMEM | 10% Jifi 4

miR-92a-3p mimics .

mimics

M5 1% FHEE R ) 5 THiFR MK 97 16 h; OGD/R 41
A 7.5 pLEE Y050 6 h, 5545 Ry JC A JC 1L 7 DMEM
R 3 m TARAE R 7248 (37°C L 1% AR 5% — Ak
fe . 94% A ) i 97 8 h, FE 4 58 e ¥ FR e T 4t il
R FR AR R 16 h; OGD+92a #3571 41 i A 2 mL miR-
92a-3p inhibitor 7 41 A %) 6 h, B4 ok TCHE TC 1L
DMEM 5 72 585 TR AR 240 55 5% 8 h, fR 4 58
SR T A0 SR AR HE 7 16 h; OGD+92a 114
FIPN 220 fn A 2 mL inhibitor NC # J B 54 6 h,
e TOWETC I3 DMEM 85 5% 5 5 TR B 240 5 97
8 h, PR e RGBS T ARG SR AR 5555 16 h,
RAEE 3K,

R 5 miR-92a~3p il i #8145 SIRT1 X bEnd.3 4
L7 A B AN R 5 ), K S 6 43 R o B L A i R
W24 miR-92a-3p I il 7 41 . #5814 N 2 41
miR-92a-3p MW 41 . Xt IR A A 7.5 wL %% ek
6 b, T4 57 4 B SR B A0 T B SR B R 24 h
#1302 2H A 2 mL inhibitor NC # Y IR5 96 h,
T 46 58 4> 1 77 e A A 15 97 46 55 9% 24 h; miR-92a-3p
A0 ZH A 2 mL miR—-92a-3p inhibitor UuIR &
6 b, T4 57 4 B R 5L A0 f 0% 3R AR 55 5 24 b B
PN ZH A 2 mL mimics NC QLIRS 6 h, B
e 58 4 45 37 A M 15 SR A6 55 97 24 h; miR-92a-3p 14
LY 4 A0 A 2 mL miR-92a-3p mimics 7 44 I8 4 W
6 h, ¢ 4 A B A B R AR I 95 24 h, WAL
H3W.
1.4 ERREEEREEHE R ML N mR-92a-
3p.SIRT1. TNF-a #11L-18 mRNA )&%

. FH RNA isolater Total Extraction Reagent {251 DA
& 4H 4y B M RNA, 32 JH Hiscript® qRT SuperMix for
qPCR (+gDNA wiper) i 7] & 1 17 396 % 5% |, & J5 fd H
ChamQ SYBR ¢PCR Master Mix 7E 7500 % 2¢ 56 5
PCR Y [ 4 1] miR-92a-3p A4 & 35 F1 SIRT1 . i 968 3R
FE R T o (tumor necrosis factor—o, TNF—a) | I 41 if 41
% 1B (Interleukin—1pB, IL-1B)mRNA [ ik . i &
1 :95°C AL 1 30 s, 95°C AR 10 s, 60°C iR K /4E i
30 s, 40 NMEH . KERIIZ 1 95°C 155,60°C 60 s,
95°C 15 s TAFEARBR 6 & fL, L U638 GAPDHAE
KNS, 2RI E . R L
1.5  Waestern blotting #:il| & B & i%

NP-40 2L W . A 1 B4 55 4% 100 = 1 BCH
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AREE, 45 2 FET microRNA—-92a—3p HU[) SIRT 1 IR SURERIRT FHIEIE 5 S IR LA, P9 B2 D S E SO ROVE FRBILARI TS

x1 5I9F5
EIE7ES
FE[A 51975
J&E/bp
mif—  1F[: 5'-CCGCGTATTGCACTTGTCCC-3'
60

92a-3p  [ZI]: 5'-AGTGCAGGGTCCGAGGTATT-3'

1E[]: 5'-CTCGCTTCGGCAGCACATATACT-3'
U6 93

JZ I : 5'-ACGCTTCACGAATTTGCGTGTC-3'

1E[]: 5'~ACCACCAAATCGTTACATATTCCA-3'
SIRTI 185

JZI]: 5'-CCGTATCATCTTCCAAGCCATT-3'

1E[]: 5'-GCCGATGGGTTGTACCTTGT-3'
TNF-a , 139

JZ I : 5'-TCTTGACGGCAGCGCGGAGG-3'

1F 1A : 5'-GAAATGCCACCTTTTGACAGTG=3'
IL-1B 118

JZ I : 5'-TGGATGCTCTCTCATCAGGACAG-3'

1E[]: 5'~ACGGCAAGTTCAACGGCACAG-3'
GAPDH 149

Ji: 5'-GAAGACGCCAGTAGACTCCACGAC-3'

SRR AW 50 wl/AL, oK 248 30 min, 41 %] J]
WA AR S, 4°C .12 000 r/min &0 10 min, BUE & T
W HEAT BCA 2 (8 &, R ik B 2 W —KF,
5iE 5 0 H B A e IR 21, 100°C i A
10 min Ji7 #1475 PO M Tk Jie 268 e Pl ik, YO 5 vk T I
5% Wi g 4 W5 30 2 b, 43 00 A TNF- o 04 (1
1.000) . St SIRT1HLAR (1: 1 000) | Fe b 4% 5% i A
F—kB (nuclear transcription factor—kB, NF-kB ) p65 $T
A (1:1000) .p-NF-kB p65 744 (1:1 000) . Gadi IL-
1B H44 (1:1 000) Fl B—actin Fi4A& (1:8 000) T+ 4°C vk
FEMF A R, X H TBST YE¥& 5 min/IK , EE 3K, &
Y 9 B AR A =T 1 h(1:5000) , TBST Jk %
10 min/¥R , 5 & 3 UK 5 B I #E 47 15 58 £k 2 & Ok
8, 32 1] Image Lab H ik 07 1158 452 AR BUE , 2
Br 4% 41 285 1 R A 7KF-
1.6 XRZHENMPTERLEES

20 it A 24 b JE A0 RO SRl A R )2,
0.1% 5 55 %% % 19 JC L% H-DMEM 15 35 3£ JE 17 YL ik
AEFE12 b, FE 6 LR B 2 4b T 10 pL AR Sk 4%
k] 1R, I PBS YR IBVR AN, 4541
AFEXS R BB R, BT WA T OWEE, BA-6 4L
M ph 2 N RS AL, i 100 75 5% Sk R4 A
Ao ¥igt24h)n, BROWERDRAGREE, kb
F N B0 h B A A 4 B S A EF IR R, il
Image J AR ERDR A S 09 E 4 te, PLREAS

4 fi 75 e
1.7 WA EREBRELR

A AR W15 B4 Targetscan T 25 1 g7
miR-92a-3p 5 SIRT1 {4 3'=UTR FE1ELS & 00 5, 6 &
B G5 A5 RAS LS B SIRT1-3'-UTR A B 435
A TG R B RS 5L K 24, #4982 M_SIRT1 3'- 4=
A (wild type, WT) #k & 55 %€ 22 # (mutation type,
MT) AR, BUA KRS B4 19 HEK-293 41 s, 43 %)
4 M_SIRT1 3'-WT &I 2 {& Fil MT % 2 {& 5 miR-92a-
Sp B PLYy BRI N S ARG e il A i 8 R AR Y
K57 48 h, K I 25 40 40 B 2 O 3R Mg % P o % SIRT1
3'=UTR X B8 JF B +mimics NC+TK 7 5 N 24 & UTR
NC+mimics NC+TK £l , SIRT1 3'-UTR X & Jifi ki +
mmu-miR-92a-3p mimics+TK B N 2 VE R UTR
NC+ mimics + TK 2, SIRT1 3'-UTR WT /& }/ + mimics
NC+ TK ¥ 5 N Z:4E 5 M_SIRT1 WT+ mimics NC+ TK
20 , SIRT1 3'-UTR WT Jii %i + mmu-miR-92a-3p
mimics + TK 'S N ZAE A M_SIRT1 WT + mimics+TK
20 , SIRT1 3'=UTR MT i %7 +mimics NC + TK ¥ ¥ N
2 {E & M_SIRT1 MT+mimics NC+TK 41 , SIRT1 3'-
UTR MT & ki + mmu-miR-92a-3p mimics + TK =3
WZAE K M_SIRT1 MT+mimics + TK £,
1.8 SFitEHE

B 23 A1 R FH SPSS 25.0 it 4k 4k . R OR
IR = bR 22 (x £ 5) Fom, LW 20007, 4
T2EF, MR ISD- Ik K, #5245,
M} Games Howell 746556 . P <0.05 N 2 558 i it 2%

2 R

2.1 fKLHAmMIR-92a-3p XM KIEE LR

X R 2 L OGD/R 4 . OGD+92a 111 il 7 41 . OGD+
92a 4101 il 771 P9 2 2H miR-92a-3p AH X F 35 8 43 7 KM
(1.00£0.02) . (5.77+0.64) . (1.67£0.08) . (5.59 +
0.21), 407 251, Z R A g% B L (F =180.373,
P=0.000) . #—2E PP ELH, OGD/R 4 % %) B 4 Tt
= (P <0.05) , OGD+92a #1 il 57 N = 415 OGD/R 4
miR-92a-3p HIXf F ik & L, 22 F LG it # = X
(P>0.05) ., P miR-92a-3p 1] %) f2 H N %3k
UIREIEH , 1M OGD+92a #3121 miR-92a-3p () F ik
TR

+ 20



EBREAE

4324

2.2 miR-92a-3p #LE [F Fill & & 4H 2K . KB iE
4 b3

izl Targetscan A= ) {75 B 2% F A 10 miR-92a—
3p MG HE BE B, 25 R 7R SIRTL 1Y 3'-UTR &% A&
miR-92a-3p (W45 & 0 & o K itE— 25 50 UF miR-92a-
3p &7 ELFE# ) SIRTL, K HEK-293 4fi jif 53 51 5 &
A WT SIRT1 3'-UTR . MT SIRT1 3'-UTR . UTR NC 7l
mimics NC [ Renilla 2% Jt: & [ it 15 8 & 36 55 4 |
UTR NC+mimics NC+TK ZH . UTR NC+mimics+TK 2H .
M_SIRTI WT+mimics NC+TK #{ . M_SIRTI WT+
mimics+TK 20 . M_SIRT1 MT+mimics NC+TK 41 .
M_SIRT1 MT+mimics+TK £H (Y % 56 2 i 35 1 43 51 4
(24.67+0.58) . (23.67+0.58) . (2533+1.53) .
(15.67 +0.58) . (24.00 + 1.00) . (24.33 +0.33) , & J5 %
ST, ERA G E L (F =50.300, P=0.000) . i
— 2 W P L 8, M_SIRTI WT+mimics+TK 41 #%
M_SIRT1 WT+mimics NC+TK £ 1% (P <0.05) , ifij miR—
92a-3p X5k SIRT1 3'=UTR 4 21 Jifd i 2% Y6 % g 175 1k
A2 /0N, U8 B miR-92a-3p Al LAid i 5 SIRT1 3'-
UTR b A T000 #0057 50485 65 B4 40 o 56 PHL A 3R 38,
1 A A A R AR AR JR , miR-92a-3p X i AT
HE D A IAE B ACTH BR o BLIHE SIRTT J2& miR-92a-
3p M R . WL 1,

SIRT1-wt 3-UTR %'+ UCCACCAGCAUUGGGAACUUU

miR-92a-3p 3' -+ GUCCGGCCCUGUUCACGUUAU

SIRT1- mut 3-UTR 5"~ UCACAACTACUUGGGAACUUU
1 TargetScan &4l miR-92a—3p 815 SIRT1 &Y
3'-UTR X1

2.3 H4ESIRT1 ZH . .mRNAEXNRIEZZLLE
2541 SIRT1 2 1 .mRNA M A B L, &0
T, ER A IEE L (P<0.05) ., #F—LPH
S, OGD/R 21 %5 % B AL B AIK (P <0.05) , OGD+92a
1590 21 %5 OGD+92a 1 il 51 N 2 20 F 15 (P <0.05) .
W22 K2,
2.4 % %H p-NF-«B p65/NF-kB p65 & H .SIRT1
FHAFmMRNABX RILZE LI
-4 p-NF-«B p65/NF-«B p65 % 1 . SIRTI
[ FI mRNA A T8 5 LB, 200, 254
it E L (P<0.05) . #E— LW LE, miR-
92a-3p L) 240 NF-kB p65/p-NF-kB p65 5 [ 4

*2 KASIRT1EB.MRNABITRIZEILE

(x+s)
20 5] SIRT1 & [ SIRTI mRNA
X BRZH 1.16 £0.14 141 +0.12
OGD/R 41 0.48 £0.10 0.63+0.16
0GD+92a 1741 1.03 £ 0.06 1.20+0.13
0GD+92a 7 NS4 0.57+0.10 0.68 +0.17
F1i 31.033 20.424
Pl 0.000 0.000
1 2 3 4
1: XPHEZH; 2. OGD/R4H; 3: OGD+92a K4 ; 4: OGD+92a
TIPS

E2 £&ZSIRT1EAHFRIE

YN Z 4 5, SIRT1 2 FH mRNA 3514 N 2
(P <0.05). WFEIFME3,

*R 3 &4 p-NF—«B p65/NF—«B p65 & H.SIRT1 EH#

mMRNAESTRIZELLE (x+s)
- p-NF—«B p65/ SIRTI mRNA SIRT1
m
NF-«kB p65 EH HH
X REZH 1.12 £ 0.06 1.07 £0.14 1.69 +0.10
RIS A 1.15+0.12 1.06 £0.1 1.30+0.21
miR-92a-3p I
1.13+0.16 1.20+0.14 1.57+0.22
HlbEc
B NS4 1.09 +0.08 1.02£0.28 1.31+0.13
miR-92a-3p 1
) 1.43£0.15 0.61+0.23 0.64 +0.07
I
FiE 3.897 4.671 19.935
P1E 0.037 0.022 0.000
1 2 3 4 5
SIRTI & 120kD

67 [ — . 5 )

NF-kB p05 e s s o e 5 ]
Bactin e s———— /) | )
1: XFHRL; 2 KRN S5 3: miR-92a-3p il 4l ; 4. 5%
PN B ;5 5. miR-92a-3p U4 .
B3 #&%Hp-NF-«B p65/NF-«B p65.SIRT1 & EHIRIE
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u5 241 ARER, 4% BET microRNA—=92a—3p # [i] SIR'T 1 {45 S0 3 25 P 175 S IR IR A28 P 12 40 0 2 58 S5 17

B FIBILF

25 &HIL-18. TNF-a F B 1 mRNA 183t &KX
=i

A IL-18. TNF-o £ [ Al mRNA AR R 35 5
Fefe, 2R A% L (P<0.05), #—LWH
P %, miR-92a-3p Bl ¥ 4 L WL 9 2 4 i
(P<0.05), fi bEnd.3 40l & A= 2 5E . UL IE 4
k4.
2.6 miR-92a-3p 3T bEnd.3 LA AT BE ST HY
Eﬁun

X BELEL I35 N 2 4] miR-92a-3p 411l 51 41
B NS 2 miR-92a-3p HEAU 4 R IR A 52K 43 5]
J(42.83 +2.64)% . (42.41 +1.34)% . (43.62 + 1.44)%
(4170 £2.62)% . (11.87 +0.91)% , & 75 2= 0¥, 22 5+

1 2 3 4 5
TNF- --.— 26 kD
IL-10 — u — H- 110 kD
B-actin WS SHEED SEES SN S O D
MR 5 20 MHIFIN S 3. miR-92a-3p MFI4 ; 4. 45
%u%m;%zﬂ, 5: miR-92a-3p M4 .
B4 &AIL-1B.TNF-a EAMRIZE

G F R L (F=153.740, P=0.000) , #E—E ¥ L
3, miR-92a-3p 155 L 4 4 S A HU 4 N 2 414K (P <
0.05) , 1Ml miR-92a-3p # il FI 2 5 il 71l N S 4L LK,
ZRIGH 2B X (P>0.05) . B miR-92a-3p 1l )
POl bEnd.3 40 ERRE TT . LIS,

K4 BATNF-o. lL-1BEAFIMRNAENREELE (x=xs)
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