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Ap 2% M F ARG S W RIS Wi A g T KRB ARG . ik R AT M (RSCO6)VEA BT, 44
miR—155 mimics. miR—155 inhibitor, si—Nrf2 & - 4 %} B8 Ji #2 (miR —NC | inhibitor NC.si—-NC) , # ¥&4E
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# 4 miR—NC M #2) . miR—155 mimics 22 ( 48 e, 2% 4 miR—155 mimics 42 ) o A T 3 3E Nef2 05 & R, ¥
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Effects and mechanism of microRNA-155/Nrf2 on proliferation and
migration of Schwann cells in vitro*

Zhao Fei', Yao Zhong-jun', Cao Hong”, Zhu Bi-tao', Zhang Mi’

(1. Department of Orthopedics, Taihe Hospital Affiliated to Hubei University of Medicine, Shiyan, Hubei
442000, China; 2. Department of Orthopedics and Traumatology, People's Hospital Affiliated to Hubei
University of Medicine, Shiyan, Hubei 442000, China; 3. Department of Dermatology, Taihe Hospital
Affiliated to Hubei University of Medicine, Shiyan, Hubei 442000, China)

Abstract: Objective To explore the effects of microRNA-155 (miR-155)/Nrf2 on proliferation and
migration of Schwann cells and its underlying mechanisms, thus providing evidence for clinical diagnosis and
treatment of chronic constriction injury of the sciatic nerve. Methods Rat Schwann cells (RSC96) were used for
this study and were transfected with miR-155 mimics/inhibitor, si-Nrf2 and their control plasmids (miR-NC,
inhibitor NC and si-NC). To testify the efficacy of miR-155 overexpression and inhibition plasmids and the effects of
miR-155 on the proliferation and migration of Schwann cells, the cells were divided into inhibitor NC group, miR-
155 inhibitor group, miR-NC group and miR-155 mimics group. To determine the efficacy of Nrf2 silencing, the
cells were divided into si-NC group, si-Nrf(1) group and si-Nrf(2) group. To confirm the effects of miR-155 on cell
proliferation and migration and the regulation of the relative mRNA expressions of Nrf2, Ngf, and Laminin by
targeting Nrf2, rescue experiment was performed with si-Nrf2 with better silencing efficacy while inhibiting the
expression of miR-155. To investigate whether the effects of miR-155 was reversible, the cells were divided into
miR-155 inhibitor + si-NC group and miR-155 inhibitor + si-Nrf2 group. CCK-8 assay was utilized to detect the
effect of miR-155 on cell proliferation, while the transwell assay was used to assess cell migration. QqRT-PCR was
performed to measure the levels of miR-155, Ngf, Laminin and Nrf2. The protein expression of Nrf2 was determined
via Western blotting. Dual-luciferase reporter assay was performed to verify the interaction between miR-155 and
Nrf2. Results The relative expression of miR-155 in miR-155 inhibitor group was relatively lower than that in
inhibitor NC group (P < 0.05), while that in miR-155 mimics group was higher compared with the miR-NC group
(P <0.05). The optical density in the inhibitor NC group, miR-155 inhibitor group, miR-NC group and miR-155
mimics group at 0 h, 24 h, 48 h and 72 h was compared via repeated measures ANOVA. The results revealed that cell
proliferation was different among the time points (P < 0.05) and between the transfection groups and according
negative control groups (P < 0.05), and that the change trends of cell proliferation were also different among the
groups (P < 0.05). The cell migration in the miR-155 inhibitor group was decreased compared with the inhibitor NC
group (P < 0.05), while that was increased in the miR-155 mimics group compared with the miR-NC group (P <
0.05). The relative mRNA expressions of Ngf and Laminin in the miR-155 inhibitor group were higher than those in
the inhibitor NC group (P < 0.05), while they were lower in the miR-155 mimics group than in miR-NC group (P <
0.05). The relative mRNA and protein expression of Nrf2 in the miR-155 inhibitor group were higher than those in
the inhibitor NC group (P < 0.05), while they were lower in the miR-155 mimics group than in miR-NC group (P <
0.05). The luciferase activity in the miR-155 inhibitor group was higher than that in the inhibitor NC group (P <
0.05), while that in the miR-155 mimics group was lower than that in the miR-NC group (P < 0.05). The decreases in
the relative mRNA expression of Nrf2 in the si-Nrf2(1) group and si-Nrf2(2) group indicated the success in silencing
Nrf2 (P < 0.05), and the silencing effect of si-Nrf2(2) was better. In the rescue experiments, the relative mRNA
expression Nrf2 in the miR-155 inhibitor was higher than that in the inhibitor NC group (P < 0.05), while that In the
miR-155 inhibitor + si-Nrf2 group was lower than that in the miR-155 inhibitor + si-NC group (P < 0.05). The
optical density in the miR-155 inhibitor group was higher than that in the inhibitor NC group (P < 0.05), while that
in the miR-155 inhibitor + si-Nrf2 group was lower than that in the miR-155 inhibitor + si-NC group (P < 0.05). The
cell migration in the miR-155 inhibitor group was increased compared with the inhibitor NC group (P < 0.05), while
that in the miR-155 inhibitor + si-Nrf2 group was decreased compared with the miR-155 inhibitor + si-NC group
(P < 0.05). In addition, the relative mRNA expressions of Ngf and Laminin in the miR-155 inhibitor group were
higher than those in the inhibitor NC group (P < 0.05), while those in the miR-155 inhibitor + si-Nrf2 group were
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lower than those in the miR-155 inhibitor + si-NC group (P < 0.05). Conclusions miR-155 inhibits the proliferation

and migration of Schwann cells by regulating the activation of Nrf2 pathway.

Keywords: chronic constriction injury of the sciatic nerve; Schwann cell; miR-155; Nrf2; proliferation and

migration
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B4y, {H miR-155 f& 75 ¥ [a) Nef2 98 $5 Ngf Al
Laminin 35, P AE40MEE . TR ARTEEE
WA B 5% DA AAR A1 15 35 109 25 BE 40 A A 0F 58 X 42,
HE— 2T miR-155 %25 HE 0 fa s g . 1A% B PR
YA SRR
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SCIG 4R A AN 3

KBRS BE 40 il (RSCO6, i [ Bl 24 e 40 i /7 )
DMEM $5 7% 4 i 25 1fiL 35 (52 [ Gibeo 23 7] ) , RNA 2
B L SE i 2O 2 it 2R G W 5% 0 ((quantitative
real-time polymerase chain reaction, qRT-PCR) ix 5
& R N & (bt e A W) TR HORBE5E
ARAT ), CCK-8 15 & (B30 = RAEY RS
BRZA 7)) , miR-155 mimics .miR-155 inhibitor . /N T-$f2
RNA Nrf2 [si-Nrf2 | si=Nrf2 (1) | si=Nrf2 (2)] (I8 75
W Fis A2 IR B D | Lipofectamine 3000 4 g 7%
G5 (2 [ Invitrogen 23 7] ) , 75 FH 8 1 FR A
T8 RIPA 20 it 28 i iz (i) v S AR 26 W0 Rk B I3 A FR

1.1

2 F]) L ECL &G & (VLT3 UL AR W R Iy A
B2 A, Bt Nef2 HTAR (1: 1000, 231 1 184 )
TRAABRATF ), TransZol ™ UPIRF (db 5t 444k
Y AR B A7 BN F] ), PVDF JE (38 [ Millipore 23
A ), pmirGLO 28R (i A= T A9 TR B A BR A
A ), £ A 22 W EE ( H R Olympus 24 7)) o

1.2 FHik

12,0 miekicb o R B HE 40 i RSC96
BT 10% JIG 4 75 19 DMEM 15 37 JE 55 3% | 78 444
H37°C 5% A AR 3 IR B 9, A2 R
LR YA A 2 80% Ml & AL ACKE 7% . W B0 iE miR-
155 3o 2R 3840 ) TR 5% G4 3808 R 98 miR-155 X 5y
I 441 Ji 385 5 | 3 7% 09 5% 0, K 21 B 5324 inhibitor NC
2H (41 L 5% % inhibitor NC B K7 ) .miR-155 inhibitor 41
(4 %% % miR-155 inhibitor JFUKL) \miR-NC 41 (4i i
B e miR-NC Jf K7 ) . miR-155 mimics 2H ( 40 g 5%
miR-155 mimics FTKL) o A T 35 4iF Nef2 YRR , B
Y 3 by si-NC 2 (48 B 5% G4 si-NC BT A7) | si-Nif2
(1) 4L 20 B 5% G si-Nef2 (1) JFRE] L si-Nef2 (2) 41 [ 40
M 5% 4 si-Nref2 (2) Jiu ki) oA ik S 80 [a) Nef2 ] 52 8
miR-155 X 40 Jfd ¥4 58 | iF B8 (19 52 0 M1 Nrf2 | Nef
Laminin mRNA AH X} 2% 8 & W) IR 246 T, #0400 ] miR—
155 % 35 A [R) B 358 B Nef2 190 2R 50 56 458 4 14 S (si—
Nrf2 ) % L 240 IO A7 460 R 52 5, #5817 miR-155 A4 FH 72
23 HB A>3 e, 4 A 73 2 miR-155 inhibitor+si-NC
ZH (20 B %% Y& miR—155 inhibitor A1 si-NC {7 ) \miR—
155 inhibitor+si—-Nrf2 4 ( 40 Ji0 7 %% miR-155 inhibitor
FIlsi=Nrf2 JFORL) o #85T miR-155 X 40 0 38 5 3 #% 1
YEFH LA B2 miR—155 &[] Nref2 , B A YESE miR-155 J2& 18
b VAR Nef2 R FE AR, S5 S RS 5

122 miasEd  BOTEA KB A RKRRESRGH
T E A, 44 1R 2.5 x 10° /LY % B 3 R0 T 6 FL AR
WL 24 he I 60% ~ 80% Fl A 5, s G
ML B FE 3B 3% . M Lipofectamine 3000 % 44 5]
iAok, B2 WL Lipofectamine 3000 JIIA 198 wL
TJo i 5 FR LIRS, #E 5 min 3815 Lipofectamine
3000 #i B . #F miR-155 mimics (50 nmoL.) .miR-155
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inhibitor (50 nmoL) . si=Nrf2 (1) (100 nmoL ) il si—Nrf2
(2) (100 nmoL) K [ 4 X} B Jit k7 (miR-NC . inhibitor
NC .si-NC) 4B A 200 wL JG I35 55 35 35w 1R 2T,
AT TR R o RJE o LR PR AR BEOIR &
FE 15 min J5 BC100 L in A 2 & 1 mL JC I3 K 7
FER M IR, TIFRM I E 6 h, 4 E w5
FRHSEFE 24 h T IR 2585 .

123 CCK-8:k#mampariss B EA: KR
AR, L3 000 4~/FL 1Y %5 BE 270 22 96 FLAR T, inhibitor
NC £ . miR-155 inhibitor 41 . miR-NC 41 . miR-155
mimics 20 2455 YuAR I R, 40045 55 24 h 48 h 72 h;
inhibitor NC ZH . miR—155 inhibitor 1 . miR—155 inhib -

itor+si—-NC 41 . miR—155 inhibitor-+si—Nrf2 2H %% 44 AH 1
FiAL, ¥R 48 ho SRJEBEALINA 10 wL CCK-8 %
WL EE 2 h, ME 450 nm B WO . AR S
3ANEAL, LR EE 3, O

1.2.4 Transwell 52 #6028 J, i 4% Transwell /NE
TEIMA 600 wL 55 109% I35 15 37 56, U R Ak BE
ZH 41 JifL 2K 150 L J A Transwell /N2 1, 3 % 10* 4>
/AL, 37°C 5% A bREE A T FR 24 ho SR
Jii BUHS Transwell Z/N%S, FPa B3 FL A B9 85 352 0 H 045
O B R £k 2% Y':F?ﬁ_(phosphate buffered saline, PBS) ¥ ¥t
2 3, 4% 22 58 T 8] 5 30 min. JH 0.1% 45 & & e 0,
20 min J&5 , i AR 2SR 45w R ORI RS A0 .
FH PBS P34 3 3, T 4 358 ( x 100) 4B, IF H
Image J X 1F 707

125 qRT-PCR M & mRNA & i& 3% 4> 4 4b
PRUF I S5 RE AR (1 x 10°A4N/FL) $2 50 F 24 FLAR b, 15
F%24 ho 4 MG YL AL B N TR Y PBS T TE 2 1K,
W 3 PBS, B FL A 1 mL ) TransZol™ UP i 71 $2 B
SVRNA I DL RNA AR A AR fiff FH 306 2 Sl ) & 3145
¢DNA, WK :RNA 1 L, Oligo(dT) 1 wL, Reaction
Mix 10 pL, Enzyme Mix 1 pL, RNase—free Water 7 nL,
42°CHEH 15 min, 85°CH#AS5 s S5, LA cDNA
B 2 B 51 9 7 51 E 4T qRT-PCR 738, I 6 {A & .
Green qPCR Supermix 10 pL, IE[5 (4 0.4 WL, 5754
0.4 pL, cDNA B4 1 L, Nuclease—free Water 8.2 wL;
JL A ZR  94°C T AR 30 s, 94°CAE 1 5 s, 56°CE
K15 s, T2CHEA 10 s, 240 DIFIR . SR 274 3k
THE H BB AR X Rk i B U61E N miR-155 N2,
GAPDHAE N HABIEH N Z: . S G FFI WK 1,

ERRE S
xz1 S5|¥F5
GIE/RS
L 51975
JE/bp

1) : 5'-GCAAGTTCAACGGCACAG-3' 18
GAPDH

i) : 5'-GCCAGTAGACTCCACGACAT-3' 20

iFE ) : 5'-CTCGCTTCGGCAGCACA-3' 17
U6

) : 5'-AACGCTTCACGAATTTGCGT-3' 20

1) : 5'-GGCCCTTTAATGCTAATCGTGA-3' 22
miR-155  fz[i]: 5'-GTCTCCTCTGGTGCAGGGTCCGAG s

GTATTCGCACCAGAGGAGACACCCCT-3' i

IF ] : 5'-CCCTCAGCATGATGGACTTGG-3' 21
N2

JZ 1) : 5'-GGGAGGAATTCTCCGGTCTC-3' 20

iF ] : 5'-CATCGCTCTCCTTCACAGAGTT-3' 22
Ngf

] : 5'-ATTACGCTATGCACCTCAGAGT-3" 22

T : 5'-GCCGGAAAGGAAGACACGAA-3' 20
Laminin .

I : 5'-GTGCCCCATAGGGCTAGGA-3' 19

1.2.6 Western blotting | TG FAA RS A Ak

PHAE Y 25 BE 40 M (3 x 10°4~/mL) 422 T 6 FLA 5
Rigrad . ARG Y Bk S |, T8 1 PBS YRS 3 1K,
JILA RIPA 2 (55 25 B 70 ), $2 505 B 448
SR, e R AR AR . LS wL AR g
Marker F130 pg £ [F1FE 5 i 47 SDS-PAGE #§ i F1L UK
¥ % PVDF . %% B £ 01 1 h, 55 N Marker H A9 5%
A PR 2 455 T AR DX 3ol B9 B o g B 0 A O ) —
UM B P 4°C I B R, Ve S B4 & P 1 he
I Ja M ECLAL 28 &G T 2 DR BE I 1R R 40
PEATHE RS, Ho Actin E N2
127 REAEERE LN TR AEETHER 4
B FF Nief2 (1) 3'-UTR 4= K Fl Nef2 58 48 {4 5 [ 3
pmirGLO ZR AR | A5 BF A= AU Nef2 F1 28 48 7 Nrf2 2
AL AL x 10° /LB % A T 24
FL Az o, JF 3 4T lipofectamine 3000 K i 45 2% 14K il
miR-155 mimics . miR—155 inhibitor &5, BH 14 %} B8 miR-
NC . inhibitor NC H:4Z YL 4 il . 5 5% 48 h J , W HE 4%
2 2 M, 30 e 7' R AT A S 0 I A O 3R e I
PLPEAl miR-155 5 Nef2 [ 6 & o
1.3 SFitERHE

B85 43 B % FH GraphPad Prism 8 F1 SPSS 22.0 48
TR TR ORI + R (x 2 s) ORI
BT AR 2R 5 25 43 W sl A 2 O R Y O 25 40 BT
A 5 HE %8 FH Tukey post hoc test 5. P <0.05 H 2 7H
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B, A MicroRNA-155/Nef2 XA 43537 25 HE 240 L4 58 AN B 1) 52 0 KA FAAL A

Giit#E X,
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21 &HEAmMR-155XRIEZ LR

inhibitor NC £ miR-155 # X} 3 i5 7 4 (1.00 +
0.08) . miR-155 inhibitor 41 47 (0.29 £ 0.04) . miR-NC
4 A4 (1.00+0.14) . miR-155 mimics 21 N (2.63 +
0.18) , &K 2250007, ZRA G E XL (F=
188.200, P =0.000) . miR-155 inhibitor £ %% inhibitor
NC 2H 4 , miR—155 mimics 21 %% miR-NC 4 7} 5 , 6
G e 1 -

2.2 FAFRFERE SR EEILER

inhibitor NC ZH . miR—155 inhibitor 40 . miR-NC
2 . miR-155 mimics 21 0 h 24 h .48 h .72 h A W% &
fHHE, S\ M &I 200, 4558 E8xn O
AN [] B[] A5 TR] %) 400 it 1 5 A 25 5 (F =554.000, P =
0.000) 5 ) 4% 41 40 L 1 5 A7 2% 5 (F =147.500, P =
0.000) ; B4 Jf 3% 5 1) A48 k. #3547 25 7 (F =32.100,
P=0.000), WFE2FHE 1,

F2 REAARERELREEELR

inhibitor NC 2f 0.23+0.03 0.40+0.02 0.55+0.05 0.89 +0.04

(xxs)

miR-155 inhibitor 2 0.22 £ 0.04 0.54 £0.03 0.84 +0.06 1.07 +0.05
miR-NC 4 0.23+0.02 0.40+0.04 0.59+0.03 0.84 +0.03

miR-155 mimics 41 0.25+0.02 0.31 £ 0.03 0.40 = 0.04 0.46 + 0.06

15T

—— inhibitor NC 21

~= miR-155 inhibitor 21
@ 10 | miR-NC 40
% miR-155 mimics?
= 05 |

0.0 1 1 1 1
0 24 48 72
s ] /b
E1 SATRFRRESREEENTHEE (xxs)

2.3 HEMMITBELILE

miR-NC 21 41 il 1T % 20 h (278 £9) /0L BF |
miR-155 mimics 21 K (523 +5) /4% BF | inhibitor NC
M (274 + 21)A/AREF .miR-155 inhibitor 2147 (153 +

L)Y, B R T 2001, 2R A Gt e E X
(F =394.300, P =0.000) , miR-155 inhibitor 41 #
inhibitor NC Z0 9 /0> , miR-155 mimics Z1%¢ miR-NC £
. £W miR-155 M FAEAIAEITR . WAl 2,

N "
DA

miR—155 mimics £

miR-NC 41

B2 miR-155MFIESREMPETER ( x 100)

2.4 #%&%HNgf.Laminin mMRNA 83t Riz 2L

421 Nef . Laminin mRNA A% 3235 & Lh A, 22 5%
£ 453 2 2 X (P <0.05) , miR-155 inhibitor 20 %
inhibitor NC 2 7 , miR-155 mimics 21 % miR-NC 2H
i o 2 B miR-155 4 ] Ngf . Laminin mRNA 4 %} 3
ke W3,

#3 K4HANgf.Laminin mMRNAEXRIZELER (xxs)
A NeRNA LamianRNA
inhibitor NC ZH 1.00£0.11 1.00 £ 0.09
miR-155 inhibitor ZH 2.01 £0.16 2.21+0.14
miR-NC ZH 0.99 +0.14 1.00 £0.12
miR—-155 mimics 20 0.51 +£0.07 0.52 +0.07

F1E 78.450 134.300

PiHE 0.000 0.000

2.5 HLHANrf2 mRNA.EBHBEXRILZE LE

20 Nrf2 mRNA | 2 AR R A L, &
R 200, 250515 E X (P<0.05),
miR-155 inhibitor 20 4% inhibitor NC 41 7} 5, miR-155
mimics 215 miR-NC 4 F#AG . L& 4. K 3.
2.6 Nrf2 5miR-155H1% &

TE 2k 4 W5 B 2% T H starBase 7 & B, miR-
155 5 Nef2 fEAEVETESS & 0 05, IFf T 28728 5 4]
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x4 HANM2mMRNA.ZEMEXMREELER (r+s)
250 Nrf2 mRNA Nrf2 #
inhibitor NC 41 1.00 £ 0.08 0.63+0.10
miR-155 inhibitor 41 1.78 +0.13 0.95 + 0.08
miR-NC 41 1.00 £ 0.07 0.69 = 0.09
miR—155 mimics £ 0.51 +0.06 0.36 + 0.08
FH 105.800 24.500
PiE 0.000 0.000
1 2 3 4

Nigf2 - . o (00 kD
Actin e - — 0

1: inhibitor NC 4H ; 2: miR—155 inhibitor 41 ; 3: miR-NC 41 ; 4:
miR-155 mimics 2 .
B3 HHENM2EZEHKFELLER

(DL 4) o 4% 20 B A 8 Nef2 20 i 5% ' 28l 0 1 L
B, 254 50T 2 L (P <0.05) , miR-155 inhibitor
#H %% inhibitor NC 21 7+ & , miR—155 mimics ZH %% miR-
NC ZH FEAR . 2% 2H 298 722 A Nef2 4 Jif 1) ¢ D' 2% i 0%
g, 2R RG22 L (P>0.05) . Z5RERW,
miR-155 5 Nef2 fE7E B ] C R . WL 5,

K T T
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B4 miR-1555 NM2 & S MaE R
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20 531 P21 4 Nef2 11 i S Nrf2 41 il
inhibitor NC 4 1.00+0.11 1.00 = 0.08
miR—-155 inhibitor 2 221 +0.23 0.94 +0.05
miR-NC 4] 0.96 +0.12 0.99 +0.14
miR—-155 mimies 2 0.44 +0.07 1.03 +0.15
F1E 80.640 0.376
P1E 0.000 0.773
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F ik O (1.00£0.07) | si-Nef2 (1) 2 By (0.46 +
0.07) \si-Nrf2 (2) 41 4 (0.34 +0.09) , Z L[N & )5 %

ST, 225 A G R L (F =47.140, P =0.000) , si-
Nif2 (1) 2 Fl si-Nrf2 (2) 41 %% si-NC 4 B AIG , H. si-
Nrf2 (2 ) 4185050 -
2.8 LI hEAN2 mRNAHEMRIZELLR

o B 52 5 b A& 2H Nef2 mRNA A % 2635 5
(1.00 £0.14) . miR-155 inhibitor 41 Jy (1.97 +0.12) .
miR-155 inhibitor+si-NC 2 4 (1.89 £ 0.10) . miR-155
inhibitor+si-Nrf2 20 4 (1.23 + 0.08) , £ B[N 2 J7 2% />
M, 25340 G it 2 L (F =55.410, P =0.000) , miR-
155 inhibitor 20 #¢ inhibitor NC #1 % , miR-155
inhibitor+si-Nrf2 £ %% miR—155 inhibitor+si-NC £H i .
2 W si-Nrf2 7] 3B 4339 5% miR-155 inhibitor Xf Nrf2 &
S NHECH
2.9 #EFSLIe R AR EEILE

4 8 52 56 b inhibitor NC 245 20 M W% O B {8
(0.40 £0.05) . miR-155 inhibitor Z1 7 (0.80 +0.06) .
miR-155 inhibitor+si-NC 2 & (0.85 £ 0.06) . miR-155
inhibitor+si-Nrf2 20 47 (0.52 £ 0.06) , 28 B[R % 7 2243
M, 254 411 2% 8 X (F=44.370, P =0.000) , miR-
155 inhibitor 20 %% inhibitor NC #H & , miR-155
inhibitor+si-Nrf2 2 % miR-155 inhibitor+si-NC 2 1I% .
B si-Nrf2 7] #3386 #% miR-155 inhibitor Xf 25 I 4l
I B4 B ) DR 4
210 #HHLHFAMMITREE LR

i 8 92 56 b inhibitor NC 21 20 M 3T B 50 N
(262 + 19) /A1 HEF . miR-155 inhibitor 20 >4 (493 + 28 )
AIALEF . miR-155 inhibitor+si—-NC 2H 2y (487 +23) 4~/
fyw% miR—155 inhibitor+si-Nrf2 41 47 (304 = 37) 1~/

G RARITZ, ERAGITEE L (F=

57.160, P =0.000) , miR—155 inhibitor 2{ %% inhibitor NC
ZH 15 1, miR=155 inhibitor+si—Nrf2 2 #{ miR-155
inhibitor+si-NC 41 /0> . 3% B si-Nf2 ] 3 43 3 4%
miR-155 inhibitor % =5 BE 4 Jfl 3 £% 1) ] 4%
2.11  #fsEe th & 28 Ngf. Laminin mRNA 183 &
EEE

PR 52 56 7P 4% 4 Nef . Laminin mRNA A %} 34
WK, KRR RTE0N, ZRA5%ITFEX
(P<0.05), miR-155 inhibitor £ #% inhibitor NC 2H /& ,
miR-155 inhibitor+si-Nrf2 41 # miR-155 inhibitor+si-
NC A%, & si-Nif2 7] #8339 4% miR-155 inhibitor
X} Negf. Laminin mRNA XI5 A, W6,

« 40 -



H2H

XK, S5 MicroRNA-155/Nef2 XS N 7525 E 240 M 38 5 AT B 5 i B A FHAIL I

R 6 LG h& 4 Ngf.Laminin mRNA X RiL 2

Eb# (xxs)
2153 Nrf2 mRNA Laminin mRNA
inhibitor NC 41 1.00 £0.21 1.00 £0.16
miR-155 inhibitor 41 2.06 £0.17 249 £0.14
miR-155 inhibitor +si-NC £ 2.15+0.14 236+0.14
miR-155 inhibitor +si—Nrf2 41 1.35 £0.08 1.32+0.14
FH 37.410 79.820
P 0.000 0.000
3 g

PCAEK , miRNAs I9WF 58 518 T AT G, B
TE Ry i 28 1A A 5 A 8 BIL R AF 5 AN T R A
YA . ORI 2 B K B, miRNAS TER K H
A 25 AR 2k R v R YT A%l A 4 Y A0 AT SR LA
Yras e A UE S W, 0] miR-155 AT LA §%
W TR 95 T Pl 28 9 A (%) A i dh e 3405, 28 B TR R
PR 9T RS M, X AR R , miR-155
eSS TR B A e R SR,

5 HE 20 2 A0 JE] fl 28 R G b R 4 1 5T 4
HEES 587 B 2EANA R MRS, F
FEL R 2 B 05 0, =7 HE A0 M O 28 fn 2 44k 180 S
FREHS Y B 55— R R A B AR, AR X SRR
w38 5 FT A% RE 6 5 0 M Y [ A R AR Al 22
PG 8 E B B T 5 RE AN A
P40 5 B REUT SZ R 2 10 A | (2 HE il S K B
FEAUS DR, B 0 S5 RE 40 i K0 R 4R T S5 RE 40
TR B R 67 9 R AT 55 o I A R OB 5%
F W], MiR-3099 i 7 55 HE 41 ff 3% 78 A1 i F215 miR-
148 3 Ao I8 4 L KL PR 1) 35 5K 52 ) 25 I 400 1 444
SR, RAEEA RV T miR-155 7¢
P05 B9 AR, 1B miR—155 J2& 75 & 55 0 40 Jifg 4%
B FVAE 6 () OGS4 F 1 A TE 2 o AN 9% B U 52
T miR-155 XJ 25 W 4 Jf 38 FE F1AE % 8 45 T, 00 6
miR-155 1Y & 35 7] fi #F 5 HE 20 B3 4 L1275

Nef 2t 2 4 AR R AN A7 TG 1 2R
JoT , 2 T AE TR IR R T B OB T TR 2
B 1% 7R 1 Laminin J2 3852 19 55 241G 7, SCRR4N
ML oAb TR BRI R ALAAEIG . LR A, T
IE 41 Jf %% 4% miR—155 inhibitor J5 Ngf I Laminin 2 ik
K35 TE 55 U miR-155 mimics (9 41 Nef Al

Laminin & 3% 7K 3 2 3 B, X S E 5 2 B, miR-
155 VA 2 =5 BE 40 Jf 3 GE AT 8 J2 38 i 5 0 Nef A
Laminin 25 S/ .

O A SCHRHIE , 76 51473 11 &) 1 s 6 vp Nef2 38 fi
i, Had 2 3A Nef2 RE A iff J8] [+ 2 460405 )5 =5 HE
AT EEEE> Y, WA SCEIRRE , Nif2 2
R G M B G FLE R . FEARESE T, miR-155
ok 2% 75 B S A A Nef2 () 2235, 1 90 ] miR-155 2 3
P& E Nef2 1 26 35 , H T B Nif2 B8 &8 43 96 #% miR-155
inhibitor X 55 FE 4i A 3% 51 A1 7% A9 PR VR . X s
5 R4, miR-155 8 [ 4 45 Nef2 38 B% 19 15 46 L 52 1)
I HE 20 L ) RE

25 F R, 4 miR-155 A] A8 i 3401% Nef2 il
% , [ V8 Ngf . Laminin (1 3% 35 , 42 i 55 [ 40 2 (4 3 78
FIEFRS o AHE 0K AT B F T E 4 5% RNA 76 J
Pl 2848 2 R0 P b 9 2 0 2 T RE 1 B AR L A A
B 28 P R R 040 55 G PR A2 W RGO s B it
Pl

2 % X B
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