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YERFBR R A E2021 551 A ~2023 51 A EBZTARERBETHWER)BZALIXT EHRRGRAE
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4 RA-FLS 20 g o - DT RRLE AR 20 mimics-NC £074» mimics 28 ; @3+ 4 BE A 40 | inhibitor-NC 207w inhibitor 22, 1
A2 mimics-NC 284 mimics £ . inhibitor-NC £8 #= inhibitor 28 4@ it 3% i ¥ 39 An N 10ng/ml 69 I 75 3RS B T - o« (TNF-« )
W FE B e TR JG 37 48h, K A QRT-PCR & 4E miR-150-5p #% 4 0 &, 2@ 31 40X 7) & (CCK-8) 4| RA-FLS 48 i & 71,
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%, miR-150-5p mimics 22 miR-150-5p. IL-10. Bax #= Cleaved casepase-3 #J 7K -F vA & 4m i ) = Z 35 7 3 (¢.=13.461 ~ 28.787),
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i 5 F SL(3¥) P<0.05), miR-150-5P 3] £G4 25, 5 3¢ BB 204, AL A 48 miR-150-5p. 1L-10. Bax #= Cleaved casepase-3
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Experimental Study on the Impact of miR-150-5p Expression on Apoptosis and
Inflammatory Responses in Fibroblast-Like Synoviocytes within Rheumatoid
Arthritis Synovium
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Abstract: Objective To investigate the effect and mechanism of microRNA (miR) -150-5p on apoptosis and inflammation of fibro-
blast-like synoviocytes in rtheumatoid arthritis synovium (RA-FLS). Methods Synovial tissues were collected from 10 patients

with rheumatoid arthritis (RA group) and 10 patients with normal joint trauma (normal group) undergoing artificial joint
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replacement at Xi’an People’s Hospital (Xi’an Fourth Hospital) between January 2021 and January 2023. The expression level of
miR-150-5p was detected by RT-qPCR method. RA-FLS cells were divided into control group, model group, mimics-NC group and
mimics group; or control group, model group, inhibitor-NC group and inhibitor group. The model group, mimics-NC group, mimics
group, inhibitor-NC group and inhibitor group were all treated with 10 ng/ml TNF- « . After 48h of transfection, the transfection ef-
ficiency of miR-150-5p was validated by RT-qPCR. RA-FLS cell viability was detected by CCK-8 assay. RA-FLS cell proliferation
was detected by EdU assay, and RA-FLS cell apoptosis was detected by flow cytometry. The levels of IL-1, IL-6 and TNF-« in
RA-FLS cells were detected by ELISA, and the protein expression levels of Bax, Bcl-2, cleaved casepase-3, TLR-5, phospho-NF-
k B p65 and NF- k B p65 were detected by Western blotting. The targeting relationship between miR-150-5p and TLR-5 was ana-
lyzed by TargetScanHuman 8.0 database and dual luciferase reporter gene assay. Results Compared with the contorl group, the ex-
pression level of miR-150-5p (0.13 £ 0.02 vs 1.00 + 0.02) in synovial tissue of RA group was decreased, and the difference was
statistically significant (/=52.829, P<0.05). In the miR-150-5p overepression exporiment, compared with the control group, the lev-
els of miR-150-5p, IL-10, Bax and cleaved casepase-3 protein, as well as apoptosis rate in model group were decreased (= 16.520~
47.522). EdU positive cell rate and cell proliferation activity were increased, and the levels of IL-1 3, IL-6 and Bcl-2, TLR-S5,
p-NF- k B p65 protein were increased (r=14.038~33.839), with statistically significant differences (all £<0.05). Compared with the
mimics-NC group, the levels of miR-150-5p, IL-10, Bax and cleaved casepase-3 protein, along with apoptosis rate in miR-150-5p
mimics group were increased (+=13.461~28.787), while EdU positive cell rate and cell proliferation activity along with the levels of
IL-13, IL-6 and Bcl-2, TLR-5, p-NF- k B p65 protein were decreased (=11.670~28.146), with statistically significant differenc-
es(all P<0.05). In the miR-150-5p inhibition exprossion experiment, compared with the control group, the model group showed de-
creased levels of miR-150-5p, IL-10, Bax, and cleaved caspase-3, as well-as a reduced cell apoptosis rate (=18.298~28.497 ), while
the EdU-positive cell rate, cell proliferation activity, and the levels of IL-1 8, IL-6, Bcl-2, ILR-5, and P-NF- k B p65 were increased
(=15.623~28.497); compared with inhibitor-NC group, the levels of miR-150-5p, IL-10, Bax, cleaved casepase-3 protein and apop-
tosis rate in the inhibitor group were significantly decreased (#=7.237~23.738). Conversely, EAU positive cell rate, cell proliferation
activity along with the levels of IL-1, IL-6, Bcl-2, TLR-5, and p-NF- k B p65 protein levels were significantly increased
(t=3.071~6.252), and the differences were statistically significant (all P<0.05). There are targeted binding sites between miR-150-5p
and TLR-5. Conclusions miR-150-5p is closely related to the regulation of proliferation and apoptosis of RA-FLS cells. The over-
expression of miR-150-5p enhances apoptosis in RA-FLS cells while inhibiting cell proliferation and pro-inflammatory factor ex-
pression, potentially through its regulation of the TLR-5/NF- k B p65 inflammatory signaling pathway.
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SZARFEPURIZEAE JOREMHI P & RA ) EZLRIT 259,
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JiE S, 3+ F& 35 miR-150-5p 1f A3 120 i 5 41 ffd firh
% 1K 1(triggering receptor expressed on myeloid cell-1,
TREM-1) 1] il 5 72 4% 5 1R 40 B %) 335 Ak A 98 RE AR
AT U A Fh B #552 boe (Pristane) 175 & (21 BEAR A ™5 @ 1ok
| 98 miR-150-5p #1 fil] IL-6 . TNF- « 4 3 15 LA K Toll
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1.1.2 SCEGANAE : RA-FLS(Jbat B BANF B A R A
), }i 32 Wi DMEM+10% JIA 2F 1375 35 35 0, 40 il
RS AN« 5%(vIv)CO,, 37°C, FEFGE2 ~ 3 R H# 1
TR

12 ALE5EA G i M DMEM £ 77 i (3¢
Thermo Scientific 2y 7)) ; BCA 5 & . CCK-8 i
& A EdU-488 7l & (i 38 = KA E AR B A
FR 2\ 1) ; PrimeScript RT i 7 & A1 SYBR Premix Ex
TaqTM TN & DA S |9 [ 5 AR ) T (R0 ) A FR
/3] ]. ANNEXIN V-FITC/PIJH T #1387 & (At 5T
R ERHEABRA R ; IL-1 B . IL-6 F1IL-10 i 4
PEW FHATE (ELISA) 55 & (R mt @ 2B 9 TREm oY
Fr A FR A F]) . —Pi Bax, Bel-2, Cleaved casepase-3 .
TLR-5. NF- k B p65 Fl p-NF- k B p65(3 [E Abcam 2
F]); mimics-NC , miR-150-5p mimics ., inhibitor-NC Fl
miR-150-5p inhibitor( [ F il 25 H AR A FRA R
1.3 7k

1.3.1 W ARV B . TR A5 0F RIS i T 2L 21
MR LR, BRI B RRER 2 v (PBS) 1H
B3 ~ SR, Gead SR A B il 45 4 SVR

1.3.2 RA-FLS 4 it 43 2H A Ab 3 . T~ 20 o 855 35 0 H o
A 10ng/ml ) TNF- o il /¢ &b 3 24h, 4 2 RA-FLS
21 it 2 RE AR YUY 3 RS G 7 268 RA-FLS 41 it 43
e DX IR B ZH . mimics-NC 20 F1 mimics 4H ;
QX HRAH  BEHIZH | inhibitor-NC 2H Fl inhibitor 2H ; &
X RRZAA1, Hoe 414X o0 RA-FLS SRAEA A4 ffd .
¥ RA-FLS 41 i 5% 4 2 6 FLAR I 15 3% Z 40 I A ik
F1) 80% 117 %% YL LK . mimics-NC 41 RA-FLS 4 fifd
¥ Yt mimics-NC . mimics 4 RA-FLS 2 Y % 4% miR-
150-5p mimics; inhibitor-NC 41 RA-FLS 40 Jifi %% ¢
inhibitor-NC, inhibitor 21 RA-FLS 4 3% J% miR-150-
5p inhibitor, %% Yk 58 W5 15 97 48h, 2R FHSEIF 986
1% PCR(RT-PCR) B-1IF miR-150-5p #5 YL, Xif R 41
AR L A0 AN DA T e Ab

1.3.3 4018502857 & (CCK-8) ¥  RA-FLS 2 Jfd I%
7+ B 455 L I (4 RA-FLS 4, %% 48 Jif 235 B I
e 2 96 FLANM RS R, T 4B F- 40 Hh 55 7% 48h,
BALA B A 10 w1 CCK-8iXFIME & 4h, B Fe 45
Ji SR FH Tl A SRS 1000 45 L' B A (A s s A S FLITRZ
JCREAE AT o A A BTG 77

1.3.4 5-Ethynyl-2’- JIit 0 /R 11 (5-Ethynyl-2’- deoxyuri-
dine, EAU) 45 RA-FLS 240 M4 58 /K« 4% 2R 55 Yy
Jo B RA-FLS 4% 42 28 6 fLM , 40 M i 155 9% 20

BEARZS, BEALIM ALK B4 10w mol/L (1 EAU T-AE
TR ARZEEE T 20, K BRIEFRBOITINA 1ml [ € = i
AbF 1 Smin, YRS DA 2ml 38 35 AL 3 10min,
VEVAMLE A 0.5ml Click 52 JOREGA 3 30min,
TRV EAI MG A 1ml 19 Hoechst 33342 15 EAT
YA MA% G €0, VRV AN IS SR 90 B U A Flie
S, JFHA EAU IR (%) .

1.3.5 Wb 40 ARG RA-FLS 40 M0 A T~ . &4 fa e
e L Y RA-FLS 4l Jfd % 432 % 6 L Al 4% 32 48h, A
0.25g/d1 Ji# B i fo Ab B, B0 Ui SR 40 i, SR
1 x Binding Buffer F2: 4L, FEHL AN E 23 x 10°
A~ /ml, BL100 o 1 40 AEAE R 2 EP A4S, 430 S 1Y
Annexin V/FITCE RN S w189 PIVE R, 1821 )5 435
FEE R N R EAEFE Smin, 2R FH 2 4H B A SCRS: 0 248 it
PTG

1.3.6 I A 75 W U6 (ELISA) 46 I RA-FLS 4 fitg
HIL-1.IL-6 FITNF- o« 7% 1 : W HE 45 4 RA-FLS 4fi i,
BO R BT, R ELISA 7] & k6 1 3 i
AYIL-1 B (IL-6 FIIL-10,

1.3.7 WL G 2R il i 7 35 PR 52 36 462 0 miR-150-5p 5
TLR-5 1 [a] 455 ¢ & « 2K TargetScanHuman 8.0 %%
i PEAE LR T 437 miR-150-5p 5 TLR-5 A0 [ 25 4
A7 8 F R T ) 25 A ST IS B B R e
TLR-5 3’-UTR & Z& A (MUT TLR-5) ¥} A= BI(WT
TLR-5) %¢ ) = Mg i 45 #5144 ki, >R H Lipofectami-
ne™ 20001 7] ¥ MUT TLR-5 55 mimics-NC ¢ miR-
150-5p mimics, A & WT TLR-5 5 mimics-NC 2§ miR-
150-5p mimics 2% YL 2 293T 40 fifg, %% YL ) 15 37 48h
I 7€ 5 28 R 1

1.3.8 2} 2¢ % & B PCR(qRT-PCR) K il miR-150-
SpFRiB K. UACAE IR A 4 B RA-FLS 41 i, >R H
Trizol 2% ik 24 i 4 M I B2 HUE RNA L DA I A AR,
15 FH 390 8% s A7) £ PrimeScript RT 45 1 H. b DNA
(cDNA). % FI SYBR Premix Ex Taq" Il 7£ Bio-Rad
CFX 96 5Hf PCR R4t L i#4T qRT-PCR K/, J Wi {4
F: Wik sk Buffer 21, BRI #45 0.2 1, ANTP
0.1wl, 1% £ fF0.5u1, DEPC/K 51, RNA L it
2w l. PCRAYSZIVFE : 95°C 10min, 95°C 20s, 60°C
30s, 240 MEFR, U6 NINERS %, RHI2 449 ik
1 miR-150-5p 7K *F-. PCR 5| 4¥))F %1 : miR-150-5p
F: 5°- ACACTCCAGCTGGGTCTCCCAACCCTTG-
TA-3’, R: 5°-CTCAACTGGTGTCGTGGA-3’; U6 F:
5"-AAAGCAAATCATCGGACGACC-3" , R: 5’-GTA-
CAACACATTGTTTCCTCGGA-3’,

1.3.9 75 4 5 %0 % BV 575 (Western Blot) K6 & 1 ¢35
IR AR A4S 4 RA-FLS 4iI i, R4 415 in A RTPA
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W, I A o T B (M B . 10g/d] SDS-PAGE Hy
VKT B ER T, SR 0 LA B 2R i IR 2 4 R B 7E
Z T H 5%(v/v) 4= 1L i & (BSA) 76 PBS £
1 i 30min . 43 5 % — BT Bax(1 : 1 000), Bel-2(1 : 1
000). Cleaved casepase-3(1 : 500), TLR-5(1 : 2 000).
NF-k B p65(1 : 1 000), p-NF-« B p65(1 : 1000) Al
GAPDH(1 : 5 000) 5 &f (1 (9 4> BIFE4C TR
12h PR 3 YK, IR Smin, FREE RS 1 8 AL D (0 X
B P IgG(1 : 5 000) =i FI#EE 1h, A ECL &
W, G RHARR , SR H Alpha Ease FC #0473 #r 2
JKF-, GAPDH WINZHE T .

14 %3t F 45 H A5 K HH GraphPad Prism 8
A AT EE ge 2 B mR AL, T s R
AR + 22+ 9) Foom, R R I 25024l
) K000 0 25 S 8 v, A 20 1A 0 e B 22 5
P<0.05 Fmn 5 HA G L

2 HR

2.1 RA % /B 20 2% f2 RA-FLS %3 i, *F miR-150-5p

U B 2H 21 rh miR-150-5p 1) 36 15 7K F-(0.43 + 0.02) [
1(¢=52.829) ; FERIL 21 i miR-150-5p 7K F-(0.46 + 0.02)
R AR (=46.381), 22 5 B AT G247 L (FH P<0.05). 5
mimics-NC £1(0.47 + 0.02) L35, mimics 21 4 il miR-150-
5p7K F-(1.55 +0.09) Tt 1= (/=28.787); 5 inhibitor-NC 41
(048 +0.02) I %%, inhibitor 21 4f i miR-150-5p 7K F-
(0.23 +0.02) [E&AK(:=23.738), 255 HA it X
P<0.05),

2.2 miR-150-5p *F RA-FLS #m i, 3% 74 ¢ % *% miR-
150-5p it Fe ik 5 x) R b, #5780 2H EdU BH 1 40
JL 3 A M BG GE NG 1 e, E R BASFE X
(£=27.502, 19.983, 14 P<0.05); 5 mimics-NC 41 [t %%,
mimics 2 EQU FH: 20 3 R4 R 530 TIReAI%, 225
HAG 73 X (=20.451 .. 15.476, ¥4 P<0.05) WL 1.,
0 miR-150-5p #ik . 55 A ZH Hud , #5140 EdU FH
PEAH M | OIS BES IR, 25 BA SR E L
(=28.497. 19.703, ] P<0.05) ; 5 inhibitor-NC £H M43,
inhibitor 21 EAU FH 1 4t i 28 FAH B 38 580 ) i, 25

FOART A SXTIRL1(1.00 +0.02) Fbd, RAZLHE S HAG 7 X (=5.881 . 5.558, $4 P<0.05), lL# 2.
*1 1E 3% miR-150-5p Xt RA-FLS ZHBAIEsEAI M (X + 5 )
o H okl ERIZ mimics-NC 2] mimics £ F 1l Plg
EdU FHEAEHIZ (%) 20.64+1.19 57.11£3.02 59.67+3.40 28.14£1.65 382.812 <0.001
A /) 0.56+0.02 1.35£0.10 1.33£0.10 0.67+0.04 209.262 <0.001
*2 %I miR-150-5p FiAXT RA-FLS FAREIEIAAIRM (X +5)
5 H A ERAL B inhibitor-NC 4] inhibitor 21 Fi P
EdU FREEARALE (%) 21.06£1.77 56.5042.48 58.07+3.06 69.75+3.79 322453 <0.001
NI 0.540.03 1.32+0.09 1.3120.09 1.62+0.10 184.627 <0.001

2.3 miR-150-5p #F RA-FLS %m it © B A8 % & & &
K ey # e miR-150-5pid k. S5XF IR i, B
RUZH 41 g 95 12 % | Bax ., Cleaved casepase-3 £ [ [ 7K
SRR, Bel2 8 KPR, 2R BEA%0 R
Y (1=27.496 . 29.364 , 47.522, 14.038, ¥ P<0.05);
mimics-NC 20 [t %5, mimics ZH 40 it 4 T- % . Bax I
Cleaved casepase-3 2 [ /KT, Bel-2 25 FI7/KF
FEAR, 253 HA G 2#E L (1=27.601 | 19.246 , 25.461 .

15.137, ¥ P<0.05), UL3 3.l miR-150-5p £ ik: 5
Yo B Ho A, AU ZH MM A 7% . Bax. Cleaved case-
pase-3 & H 7K IR, Bel-2 8 FHAKETHE, 2257
EAS 207 L (1=30.472. 45.169. 59.489. 19.374, 3
P<0.05); 5 inhibitor-NC £H 4%, inhibitor ZH 48T~
Bax ., Cleaved casepase-3 £ F 14 7K 34 [% AKX, Bel-2 2
HACET s, 253 BA G458 L (=16.086., 11.618,
7.237.4.176, ¥ P<0.05), W% 4,

%3 T RIE miR-150-5p X RA-FLS AT REXEARIENHME (Xx+5)
TiH gkl FARIZ mimics-NC £ mimics £ Fl Pl
AT 27.75£1.83 6.85+0.34 7.08+0.66 33.11£2.21 513.444 <0.001
Bel-2 &1 1.000.01 1.54+0.09 1.56+0.10 0.89+0.05 144213 <0.001
Bax &1 1.00£0.02 0.57+0.03 0.58+0.03 1.10£0.06 325.241 <0.001
Cleaved casepase-3 7 [ 1.00+£0.02 0.43+0.02 0.42+0.03 1.09+£0.05 622.745 <0.001
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5iH ¥R A inhibitor-NC 41 inhibitor 41 Fif P
AR TR 24.20+1.29 7.20£0.44 6.89+0.40 3.96+0.19 984.676 <0.001
Bel-2 %[ 1.00+0.02 1.8620.11 1.8920.10 2.17£0.13 160.091 <0.001
Bax &[] 1.0040.01 0.49+0.02 0.51£0.04 0.3240.02 866.332 <0.001
Cleaved casepase-3 [ 1.00+0.01 0.45+0.02 0.4340.02 0.3540.02 1786.252 <0.001
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1B . IL-6 K F-THE, IL-10 KFR#A, 22573 A 41T
28 (23799, 20.110., 18.298, ¥ P<0.05); 5 in-
hibitor-NC #1 .45, inhibitor ZH 4B I IL-1 B . IL-6 /KF
FhiE  IL-10 KRR, 22 55 B G248 X(=3.071 .
5.078.10.721, ¥ P<0.05). W3 6.

x5 I FRIE miR-150-5p Xt RA-FLS s K EEFRIEMFM (X +5, pg/ml)
TiH X HEE R mimics-NC £ mimics 4] Fi P
IL-1p 32.07+1.89 132.16+6.99 130.24+7.74 36.88+2.47 632.460 <0.001
IL-6 43.092.72 105.84+5.78 104.37+4.50 50.77+2.47 406.795 <0.001
IL-10 150.87£10.29 74.84+4.60 75.05+3.87 146.19+12.35 147.302 <0.001
*6 #P#] miR-150-5p FiEXF RA-FLS A A KM EFRIEMFM (X +5, pg/ml)
A payiisdil TR inhibitor-NC 4] inhibitor 4 F{g Pl
IL-1p 31.60+2.36 129.3249.78 131.43+8.73 146.61+8.39 268.563 <0.001
IL-6 43384257 107.70+7.40 105.53+4.65 124.19+7.70 212,967 <0.001
IL-10 154.35£9.41 75.77+4.70 74.94+4.51 50.38+3.34 345.301 <0.001

2.5 miR-150-5p #F RA-FLS %1 i, TLR-5/NF-k B p65
K EAZ 5 B H o miR-150-5pid Fik . S5X I
ZH A, BORUZH A0 TLR-5 ., p-NF- k B p65 25 (7K
T, ZREA G R E L(=23.062. 22.543, 1
P<0.05); 5 mimics-NC #H %%, mimics ZH 41 if¥ TLR-
5. p-NF-« B p65 K F-R#AC, 22 55 HAT 411
2 X (t=15.553 11.670, ] P<0.05) , W3¢ 7. 4 miR-
150-5p R ik: 5 X M A41 bedse, #5274 41 41 Jfd TLR-5 .
p-NF-k B p65 & /KT, ZREA%TEE
Y (+=18.895. 15.623, #J P<0.05); 5 inhibitor-NC 41
%5 , inhibitor 21 2 Jfd TLR-5 . p-NF- k B p65 25 [ )
KT, 2R BA SR X (=5.567 . 6.252,
¥1P<0.05) . W#S.

2.6 miR-150-5p 5 TLR-5¥e &) % & o #7  ULE 1,
TargetScanHuman 8.0 % 415 J%2 43 1 %% B miR-150-5p

5 TLR-5 A7 7E #7145 530 15 o 5 mimics-NC 21 Er,
WT TLR-5 5 miR-150-5p mimics 4% 4% i 41 i 26 '
RAFEERRAR (=41.521, P<0.05).

TLR53'UTR 5' ..CAUGGGAAGGGCACCUUGGGAGA...

[N
... GUGACCAUGUUCCCAACCCUCU...

miR-150-5p 3'

i3 [ mimics-NC HE miR-150-5p mimics
o P<0.05
e
& 1of
i
1[,5 0.5
=

0.0 L :

WT TLR-5 MUT TLR-5

1 miR-150-5p 5 TLR-5 $BEEZE & X BN

&7 I HRIA miR-150-5p Xf RA-FLS ZBREFH R AEE SBEHIRME (X +5)
TiH pop el AR mimics-NC 4 mimics 4] Fi Py
TLR-5 &1 32.07+1.89 132.16£6.99 130.24+7.74 36.88+247 242.126 <0.001
p-NF-«B p65 24 43.0942.72 105.84+5.78 104.37£4.50 50774247 172416 <0.001
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*x38 #%H miR-150-5p FIEXT RA-FLS M Fp RS SEEAIHM (X £5)
TiH ¥R A inhibitor-NC 41 inhibitor 41 FAf Py
TLR-5 %1 31.60+2.36 129.3249.78 131.4348.73 146.61+8.39 142.867 <0.001
p-NF-kB p65 % [ 43.3842.57 107.70+7.40 105.53+4.65 124.19+7.70 119.251 <0.001
3 g iH 1 1% fE MyD88 #E— L340 NF- k B p65, Mg | k&

RAJE—FME8M: [ B et SRE N , PR
JESZH AU SR AT RE RS, RA Y8 LI PRAE IR 45 56
TAME IR S ST R RAE L ANIE I 55 A&
RA VARSI A A A T OG0 1R Tk ok
fiE, RA-FLS HA B B (W12 281, TERA W &4k R
Hrke AR R M R AE RS R, RA-FLS TR 1L
Bk RGN, A B R I B Y Ry,
A7 55 g 4 AR B0 B 0 T R R R A Y TR AL
Y RA-FLS 38 15 73 106 4 4 240 JiE DX 0 400 Jf 47 356 o
I FECE H LRI B, B B A |
R RN A2l 56T JE AV A U R I, BE T RA-
FLS A3 i LA SEE 6 RA B9 #0677 B 8 KRR
AFF 5 SR A B 5 T

T AR, Ok 2 B BF 9T 7F RA R IO AR L T
JESLH A LA R A1 JE i A G g A0 A H 24 A B T R
FIE M miRNA, 13X EEAF 57 2% B miRNA 7E RA 1 & 4=
I v i) Bk 2 F A R P ) 1 i T 4 4
0 200 R T 9 £ 200 P ) miRNA 2 3 25 530
AT IR, 51 S AE AL M A NE IR A, 2 k4
Ji ER 1658 AR 28 4T R 1, miR-150-5p S A7 AE T-3h#
LU R 22 AT R A R /N T RNA, BFFE 3
I miR-150-5p 7E BRI | 235 M A JDR i 25 e 1 95
H ELA S e A ARG A R B AN B VE T )
it 26 M SR AE A . miR-150-5p 8 1 1161 A
20 53 BRGSO 3(MEKK3)/c-Jun 22 K Stk
il (INK) 38 [ G2 e e BE 1 | & 1 B IR 9 s vy FN gLk
ISR M R IR b 8 miR-150-5p FEk %
FR B B 96 1 B J0E S E 41495 25 IncRINA il i3 5 4%
FH I S AR 1(MALAT 1) 3 53 41 il miR-150-5p B45: i
AR R A SR AR ST AR AE ST, DT S BT U
MY 2 J P DL A AT Y3, miR-150-5p 78 R AE
1 7 1 ELA BURAE A 9E & B, miR-150-5p 7F
RA F M A 21 b J 6 KO- R TAERA B, 1445
5 MURATA 25" iF 57— 4 RA-FLS 4 AORTFT
ZEHL IR, 135 miR-150-5p /2 F RA-FLS 4il il )i 7
FARPHT B (AR T, FEA0H] T RA-FLS 41
JHLE 5 5 T4 ] miR-150-5p 205 ) 25 SR A0 L %45
B T miR-150-5p 7F RA R 1E R, LA KX RA-
FLS 4t Ao il /6 FH

TLR-5/NF- k B p65 /& 5 % [} 9 5E 17 518 %, 76
ML 9 i 175 5 b S g v ELAT B LA A ™, TLR-5

IL-1B . IL-6 FITNF- o 55 2 PE R - 19 &4 i, Jin
Jiu) 4 o iz I 2, WANG %5 P 5% 6 B, miR-548a-
3pifi i TLR/NF- k B {553l i #5 RA [ RAE [ 1 5
PUPPALA % PV 5% & R, A4 17 2 B i i aod 1
TLR/NF- k B/COX-2/iNOS Fl3# % #% K 7 E2 A 56
T 2(Nrf2)/ Il 21 2 I 4E B 1(HO-1) 1 BRI 44 RA 11473 .
IL-1B | IL-642 EL AT AR e M a9 42 R 1k 4 i I8 5+, ]
55 RA-FLS 376 I+ 3 BT A 408 vk 9 5 B, TL-
1B . IL-6 FI TNF- « 7£ RA JEK IMLIE A P i /K F
T B A W R MR IE , i #% 1K5 miR-150-5p i i I
IL-6., IL-8 FIFRAE A i -2(COX-2) H & i, ZEfite ik
BELZE PR Aitidps Y5 11 2635 miR-150-5p i 1] LAYE /18
A B 2 A0 R B R PR P T IL-6 . TNF- o 1)
Fk PRI ST B R 5T T miR-150-5p 7£ RA-FLS 4l
Jifi Hp X TLR-5/NF- k B p65 15 51 [ 1 52 M, 45 5%
7, miR-150-5p 5 TLR-5 77 76 ¥ [0 45 & 7 45, Hoad
2 75 miR-150-5p 11l i T RA-FLS #f i + TLR-5/NF-
k B p65 15 55 38 I 1 BT, [] B 2 30 0 42 48 IH 1
IL-1B . IL-6 FRiA KB AR RN 48 Al - IL-10 3Rk 7K
SR TR 0 miR-150-5p ZE3R S5 RAH I L1245
HZE B miR-150-5p 78 RA H () (R0 41 F AT /i 5 18 4%
TLR-5/NF- k B p65 RIE(5 53l HA 5o

(AR FAIAFAE— 2 W s BR Y, B A9 %2
BTl R AR A IS AR, ARG T 10 61 RA S W B4
AU miR-150-5p B9 FRIA K-, HORAEHE — B FERE I
Ui B miR-150-5p 7£ RA f 35 P (1 23k, {H 2 A =
7 5% FIAREASTIESE . HEYR, miR-150-5p XF RA-FLS 4 fifd
{9/ 1 5 94 45 TLR-5/NF- k B p65 48 i {5 5 i 4 114
KFR, 5 B o PR BT o AN — 2R S, At 3R
5 miR-150-5p () 5] B 5% F TLR-5/NF- k B p65 15 &
30 B AL B, S ] miR-150-5p 23k Y [H] B >R
I TLR-5/NF- k B p65 15 5 3 i 1 il 57, M\ 5 1] 31F
S miR-150-5p XF RA-FLS 2 Jfd (1 /5 ] 5 4% TLR-5/
NF- k B p65 RIE(F TR A0, ARBFFEAU
i g K SF HARIRSE T miR-150-5p % RA FIAE FHFIHL
il , 45 AT B — 27 sh ) 2 A T 5T IR
52, AR FRA T BAASK BT B bR FIINZS

Zi LTk, miR-150-5p 55 RA-FLS 4fl i 4 55 | 4
T2 LA SAAE S 8 195 25 UIAH 5%, 3:F 33K miR-150-
Sp AT A RA-FLS 21 i 384 5 42 % K7 i R 3k
IR AR T, A ML T B 5 miR-150-5p 34
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