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FETE S UC 3K miR-126 A1 IkBa mRNA [1) 353k £ £ AH
5, HEM miR-126 0] G838 i I NF-«B {5 538 % 5 3 IR P
HilINF-1kBa 76 UC H 45 /EH . Wang 255 %8 UC #4 1M
& miR-223 AR IELH Y 2. 8 3%, IfiL3E ' miR-223 /K
A UC 16 Bl B HAB AR R A — e A G, 9T 3R B b 4T 4a
T (ESR) F#EHL C S hi & 11 (hs-CRP) B m A C REL R
{H., Wang =101 g7 UC p miR-223 {93k ¥, i claudin-
8 MR T RE, #E TL-23 Sl % claudin-8 4F 2y miR-223 ¥
U AN BRI, BRI LS B 6 miR-223 [y A H]
claudin-8 KK, T BR il 45 i o ik Jé . TRt , miR-223 f1f)
il AT el e W b R BB AR R IR S AR S . Mo
2TV e PR RE IR 1 5 TN A R 1 4R 1 B C R
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FRKEIIE EE, BFERSS SRR, miR-214-3p RE f A&
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Cai 2510 5 3o 00 562 5 Sh 0] UC H 5 K filt B f 1L 21 465 s
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IAE TNF-o £ B HT29 412 miR-141 F1 CXCL5 £ BI8
SRS, B AR H 4508 miR-141 IR 45 W 1 e 40
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BXAZ 4K (G protein-coupled receptors, GPCR) , 151k DOR {55
REFEfd B-arrestinl [a] 40 MIA% N 5% 7%, i AR 40U A% N 3% 22, E
METE Bel-2 LR 35 5 K3k, Bel-2 #— 3 T 40 1.
Bel-2 TGN AR T3 42 . Bel-2 Fl Bax Z [l 1R
T RE- S BOR ML I R AT BRBE Y T 4 .

AWFFEE N 2,4 ,6- = RHFEARRFR 5 T KB UC 27
HyE 2L HT DOR mRNA i35, &I B-arrestinl Hl Bel-2 /&
FIZRIEI] 3G I, UEW] DOR 552 {4z i B-arrestinl DIRE(H 5
FAHAZ AL HEBTA T 1 Bel-2 B3Rk, BEMI M CD4 " T 40
MEPAT, fEE CDA ™ T 40 M 7E 32 517 26 3 B2 AR 2R W) I 3¢
FOUC Ryt MR &1 i PR I i D5 0 6] B-arrestind -
Bel -2 {5 545 il i, S A S0 o i —FP sy . 45
ZUrh CDA™ T 40 I T 0 SRR 15 28 1 40 6 PR 7 2 A A
WD WKL I T G R Gl UC IR

3 NF-«BF 5@

NF-«B 1E 7 738 4 W SR8 0 5% S0 7, AT 5 40
BT ARG L 77 2R | b Rl s R T NF-xB B
FIRFNEIRZFE T UC BE Wil & RS 0 B 240 A
Rz ani sy, H UC g/ ERE 5 NF-«B BiG AR IR A
—EARKNE, 25 UC 2% UIAH G B 40 i R 7 2k X R 8l 7 5%
AR T EA I kB v 5, NF-xB {EILE N 2 5 «B 551 45
B ARUEZFPE RPN M R T B B R R Rk . T LR H
TR 42 58 4l i R 9 I 3% L 38 W e o ke itk — 2B 7 4k NF-
B, 1 1F 2 AR AR 4 B B R s B SR 3, DT A
SR S A 9 A S I — 5 R AR LAFFEE

58 R F S e 4 Ak g 6 AR 4 2% 7 T AL i fk Toll
FESZ MR (TLR)2 AL, ERREMFES TLR2 &HH . A
4> 232 RAI B (TRAK) 1 ) mRNA IKKB mRNA J NF-«B
RN TL-10  TFN-o () 33K FRAIK, TLR2 {45t MyD88 {5
53 B UE O NF-«B, 146 A9 NF-kB 213 k55 TLR2 11y
SR R e ak i OF OB AR S 9T BN R IR, AT
HEHERMIEA . TRAKI Kk & AE A& R, % TLR
SR AN T A o B TRAKT LG 3280 B UL
il B 1 BE A 80T RV . 2R LR A W RE TS NF-kB 4
SR AN IR F , 45 TNF-o A1 IL-1 J5 £ 0%, 1 IKKB 2 &
H R G Ps A ] /D 10 3L, 1E4h, 7E UC &5 1% 35 I NF-
kB 1) DNA 5 &30 W B FIER A ™,

TPt RNA(siRNA) 5% 4 (1B R EE (1 (% T Fl i NF-xB {5
SAE GOk L 41 (TEC) £ R 4 M I F i R ik . R
P siRNA & Y45 R 5200 L B2 40 Bl TL-8 387K 1 R A%
[RIHF P AIG NF-B fY) DNA 2557606, [FIR—FiiE &2 av Bt

D] B TR 11155 IL-8 il TNF-o 7€ IEC mRNA (3535, &
HE av B BE A2 ARG UC B PRl @B
B ZYURBHINE B A A R av Z 18] 1A B/ FH T R
WA i T G e

KRB VS % 4 P R B ot 0 ol /0N b 7 440 T v 4
Ji g 22 A S 1 B 40 B 4 1k 2 1 MCP-1, TNF-o il IL-6
FZ IR A NF-B {55 B35, T8 55 B L i 40 i i) 98 7~
WA FRILZE R AU A AL B0 , R UC 20413 00
ff) TNF-o IL-6 IL-1B 5 NF-xB B G FR A6, #5438 it T
45 B Bh B 4 8 A S 40 ICAM-1 . COX-2 . MCP-1 . TNF-a , IL-1
HIL-6, JETMTRFAS TLRA 2R 135, 530 NF-«B 25 135 T,
Tk 45 i iR P A SR T 4 o) 0 35 400 0 2 2 v 4
HF A A7 NF-kB R AL RN 1 Rz 40 NF-kB () DNA 254
WS FAREAET T s UC KIS, i
RE LRI 5 472 4 40 M DR 1) 5 e, 45 SR R W #2551 4 NF-kB
A B R . R A R B 25 R A T RE FE IK TLR2
IRAK1 . IKKB mRNA % (47K, i IL -10 Fi1 IFN@ 25 4 3k #
5o FEAAEYIAT LR 7 PR TLR2 {5558 B4 1, DT 4 1
TLR2/NF-kB 38 [ i 30 i , 388 3 0 45 1 5 B 00 93 s 1 047
T R B s Y

R (APS) J2 3 [ — Fh AR 06 M SR Y, BT L
R PUEAL BUIE BUE R S 2 R 25 (B . % R AL AH
Lt , APS Y& YT fit 135 DI85 245 1 48 /)N BRI 505 176 3l 418 BIORn 20 21
VRS, TR E IR E G K B . RIS & B0 APS JRYF 1)
/NEREE W 9 1 0% 5 B IR NF-xB DNA 8% 2 4k 76 # KT
TNF-o IL-1o JL-B IL-6  1L-17 (#3535 FIE it S AL P i ( MPO)
TG VEASE IR APS TTAE AR YT 9 hE £ s 4n UC 1) —Fp
FIRIIETT 7 1%, Kang 25100 5@ 33 #8257 DSS 55 K Bl UC
B, R BUAE UC KR Sl A, 25 M I e 40 6 47 088 40
g NF-kB {335 7K S48 i, b T A2 2R 412 4 40 i IR 7 A 4k
257 UC K EUH IR SRR HR ) , 25 SR R B 1o 3 28 i UC 11
e AR, 0 4 AR B 465 W B 4 S B 9 T sl 8 5 in
8 s IRl Be e L 11 iRt R R 45 B R AT B AR 22 B2 W72 A, 5F
FEAR B I 41 il NO L IL-6 1 TNF-o 4P 1 23k, Bk,
PRRE SR U B RO UC I ACRE IR , 538 2 1857 e M A o
(3R AKF T R AE 1) & A ANk e

4 Nur77 ES@BE

TLR-IL-1R {5575 1 3 55 f0 0 S AE P ke 45 2% i 3 o i A
JH SR TUR-TL-IR {5 54 50 B 110 53 45 0 T L (30E 5
WAss i & . NRAA 32 PR 5 1% 6 5 Nur77  NOR-1 1 Nurr-1 .
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AR A, BEMTET TLR-IL-IR 4S50 F U4 a1 7, 3
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P PG 0 P EARE . Zhang 251 3283 i 03 B8 AN
U S S G S I A ) 225 M e I ) B AR 6 P PR T L 4R Ak
VORI PSS B 7 AE . HR VLS INEE B RE % DSS 45 i 46
JIN BBV TRV 45 1 0 RS B 5405 5 EL ) S 0 o) S R
P2 A INE T A 2K 141 (Z0-1) L oceludin Fl |-
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SOD JEPERRAR . 763k TNBS 4L K B b R R 55T
SEAETAE L, 3 525 SR 1Ak B R X i R AR P 1E
ReAR R TNBS 375 510 45 46 45, AT A5 R 2 SR A B 55 TNBS
WK HE R RIE A, A B A 7
B R BT EAPIREM, HRkET Hpr A i .
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