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53 F-kB (nuclear factor kappa-B, NF-«B) . 5 Bt L
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factor receptor, EGFR) . 22 %4 5151k 5 H ¥ # ( mitogen-
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T RS FENUEVEA , A 0B 7E S H A 5 8 B 1E
T B WU & A J v (R A A B b 28 T TR A5 538 I 1 3R
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1 NF-«B {5 5i#%

1.1 NF-kBE5@%5FEIE RIERNAITSSFEN
RS, PRI R AN AR LT (extracellular matrixc,
ECM) UURL, NF-«B #8002 g fE RA RS, HEEH
Rel 28 FIH R ALAL, DA IRk 52 08— AR i B 30A 77
TR ERAR, NF-xB & E5MEHIEF K P (inhibitor
of NF-kB, 1«kB) HI = RUIF17 88 T M, YR M40
F. MERFERF (tumor necrosis factor, TNF) . AHE G2
WS S, 5 40 i R I Toll £ 5Z & ( Toll-like
receptors, TLR) #{ TNF SZ2{R%5G, BRI 1Y kB HEHE
G, {8 IxBo BERRAL B2 B Ak, FHPLAR BRI FEAR , WFE
H) NF-kB R R A2 B Z AN A N, 53
NF-xB (5254, Jashfhsk, #EmE5S 75 WS4 e i 4
Keafs . FHT- 43, NF-«B {5538 B i 8 3 T it
AT [0 B k-2 (B-cell lymphoma-2, Bcl-2) |
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MAEHRER T [WMANZE (interleukin, IL) -8, IL-6, IL-
1B] RIMEIAE T, (R MG 5E i 2 5 F 5 DURTE
B, 4N, TNF-o 383345 NF-«B {5 538 #5540 i =4
4R E A (matrix metalloproteinases, MMPs) , MMPs
TSR P R 20 PR 32 1 T S BB 2, DR B 1) 484 7
1R2%, RAEREAR ECM AR

1.2 W %4 NF-«B Az 5@8% FTRFT TG B
AFET) Brik . RS AW Gy, BA
UL . PR . BUARSEME . BETERWY, il B RERE
A IE 1, &2k e & R 1y R & & R H K i -1
(cysteinyl aspartate specific proteinase-1, Caspase-1) 7K,
T IL-10 7KF, 17 00 il TLR4/NF-kB {5 538 i (14 300
W S A

Wi CET) heB R (BT B
BRI A AL IIA L BT B, 3 7 Ui M 2 2 LR 22 gt
Jril, R EE AR RS R, %0y Al AOhE Y T AR T K
mRNA FEIBREAK, T 10 LR 40 M S PR 458 S8 0 S iz, AN 410
A0S 5E, A AUR AT,

MG H TS, B, a4b, HH, S HIE
W WRGE, BT, A5 AL, B4, BA
BIFERA, WAL 2%, WHoTHE th, THR 1
SIUAEER KO-, BELRORTAE R R, IR AR, ek
AN M P TR T B LR RS, VR AR, LR
ATHE S NF-«B {55 A e

ZE LA, 2T NF-kB {5538 HOh U
BRAY TR BRI B B, JUHOR TR AN MG B L IR
BLRE, U Ts A RAE SN IT T, AR SR 5T T g —
ARV IX SR 1 B o LR, P E LR SR A
TRYT BT 2 I RAIESE
2 Wnt/B-catenin {5 518 &

2.1 Wnt/B-catenin 15 5 i@ % 5 F & LI  Wnt/B-catenin
{55 38 [ TE 20 28T 240 i R T e L8 A i 2 ) A 2 A R
SCHER, ATBh TR AN AR L AR SR 12
(mediator complex subunit12, Med12) J& RNA R4 I 1
HoRRFZ MR, RERZEWE FERGEM, 8
Med12 275 2 171 57 755 L2 T 40 J 1o Ji 83 % 1k 114 o 35 3 5
7, 25 FENRN 85% , BFFRRW], H T AN %R
#, Medl12 FEFRAGEZEAE, AIVENTFEIUE YIRS EER ,
WG Wit/ B-catenin {5538 %, 38 48 ¥ i 5 2 A
Wnt ZEFE 5L T, I B-catenin B A 52 2 0
HI7EME DT ERR R, KB —E RN B-catenin 5 (i | 4 Jfd
B, 454 T 4T (T-cell factor, TCF) FUHF 540 3%
B s S8 , anZm i B 8 4 DL (cyclin D1) | 20 I E
2 YR 6 BUE HE I (cellular myelocytomatosis oncogene, c-
myc) %, fRMEANARGGE, ULAh, Wt B HHABAB09F B AL
JE AR 2 B RER LA il R AR, 15 B-
catenin FIRZFE O 5

2.2 P Wi/B-catenin 75 5@ % FRFTME £

UMb IR R Z R SR U T b JIH R ) R SR A i s N R, A B
e . BLRSETEME , Pandey %™ BFSCIER, Z&E AR
B E T Caspase-3 A EMLFLIR IR MEA T3R8 5 40 0
PATS, A0 E AR G, /M, BEE LR 40 R 4
i Wnt/ B-catenin 15518 BT .

Mifd RIS 7 1 FEE ek sr, BABUME . $t
REMEH, WA A S B LW, WAL Z 8 E R
Wnt5h, B-catenin 2 1% mRNA ik, /MRS,
A s AR FR MRS 2208 A0 R LR AR R
T A2 i B Wt/ B-catenin {75538 ST HLAY

AUMBAN T ZEIT FE NIRRT, mAZ . &
TG, WS WA BT PR AT, I ECRE . Wl
MR T, EEF IR R, SRk 5 & 24 i3 ml
FEAE Wntl | B-catenin, TCF1, c-myc, cyclin D1 Rik, F
BRI X &b Ty 3 e 3 Med12/Wntl/B-catenin fﬁ%:@ﬁ%,
AT AT 40 4 5 T

i bk, 1 2 b 256 M R g B S5 AT A AR
Med12, Wnt, B-catenin, cyclin D1, c¢-myc, TCF BEAR
RN H] Wt/ B-catenin 15538 B 19 57 5 BOE , #1173 1 97
AR, S0 LA B G A S A R g T, DA
RGBT ENVER H,

3 PI3K/Akt f=SiE

3.1 PBK/Akt {55 i@ % 5§ FAH  PI3K/ Akt {55 il #%
TE VA Y 20 N 78 R A T 2 T SV 5 T AR DG R
Z: 5 R I SR TR B R A A R Y
ARKRFEETFIRER B2 SFRIAFH, IF 5 2R MR
S G 2 IR A SZ R 45 50 PIBK/ Akt (55 i, I
WA AY Akt 2 H R R 8 A cyclin D1, Caspase-3., Bel-2,
Bel-2 #i5& X # H  ( Bel-2associated X protein, Bax) 553
K, WNITGEIE LR 20 M S A ) 8 T o A i R )k
i, Hiimisk hEAFARY ( phosphatase and tensin
homolog, PTEN) {55 il i 8 Ul /E ™ . Akt
I I BERR Ak T R 5> TR AR #E VEGF, MMP 4§ 5 I 4 T8 1k
AHOCEE R R ERIE, N M E B, WAk, RG-S m KT
5 Wnt 55 HAEM, mtRgeM R G, W% s WInsE
e, fE BE 20 BT B ME IR 5 OME IR Z 4K (estrogen
receptor, ER) %545t nl il ad 7% PI3K/ Akt 5 5 1% ok
WS AT ARG BN, DT S LR e A T

3.2 FHAK PBK/AK A F BT AT TR WS
SEMNE S REUL R AR sy, BABIR, bbb
VEF, R SC %Y 98 BoR, 2.0 mg/mL 5 5 Bk it 4 1%
TLR3, PI3K mRNA J 75 1335 fil p-Akt, MMP-2, MMP-9
Fik, UESEH S P TLR3 R T P13K/ Akt {5
SiEpk, AT ECEE AN g R2E . T, IR
HEAMMPA T . AW

W R T IR, B P25 P 2 i s 261k
G, HAPUR  IEI0E R S BRI,
¢ 23 i RS PI3K . p-PI3K. Akt. p-Akt. MMP-2, MMP-
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9. Bel-2 ik, M2 I8 T- 8 A Bax FiEFEAL, #0H]
PI3K/ Akt {5 530 4 A 3800 , 20 17 AT 40 it 348 7 56 A 422 72
71, PRI T

BReLmuis RS . N AT, HIH L Bk, 404E
U, W AR (EEA Y, Shi %P8t sy fdn
MUSCERIER, BRLL U3 T 1 1 miRNA-21-5p/PTEN #fi 1)
Bk, NI PI3K/ Akt {5 538 %, (LA AIE 5 A 118
T,

25 b BT R, P2 ] 5E o B PI3K, p-Akt, Bel-2,
MMP-2, MMP-9 %3k, FHi Bax, Caspase-3, PTEN #ikgk
PR PIBK/AKL R 530 B, I A0 MG 5E | (REMEE, JF
VBT E AR )T B R RV
4 EGF/EGFR ZSi#E %

4.1 EGF/EGFR 25 @ % 5 F &M EGF LHZ{k
ECFR A FENUBEH L RLE THREFENZHL, B
WESE EGF/EGFR {55 I 5 8 WU 41 i 55 H ¢, EGF
S5 U B UIAR DG R AT 2253 24 R R4 i 73 Ak 7, EGFR
S A5 MR A O B AR R R IR T
EGF 43 58 b 25 4 22 3k DT A2 a2 LR 38 3, 7 P 9gd ok
PR b A T WA S o M2 R AR, B R Y
ARG IR R A R AR K AT R, BRI e T B
EGF fy A ik TS EGFR, PIFHZE SN T RIK, s
M N 2 5 (E 2 (U0 MAPK {5258 1%) IR ES4
T, DT HRE v T T LA A %) ot 90 A P, T R S
BN, TGRSR A IR A . AR R TR
AR EGF/EGFR {55l i ) REME 40 A FA W 25l 4
5 G, WRE iR, kA, Wit BCURAT LIS EGE/EGFR
5% 18 B, EGFR X il i3 PI3K/Akt 15 5 @ I B4 1% B-
catenin, H EGFR CAIFS 5 B-catenin JE N E &8, M
8T 240 e 1) 2 2R GRS

4.2 ¥ #%iA4x ECF/EGFR 5 @R FRFemE KL
TR RS M BB 22—, BADUR . PR SEEM,
WEoE B, IREIR @ THE miR-133a 2235 I T 5
NUZ A iEsess . % . 2286801, AU MM T, W
il EGF kg kY

Bt & HATIE Mk 22, HoA RO A kA 4 B
HAYiR , P b, PolhR S im v, 4R % BF 58Ik
B, Bkt & B FER T REACME R, 2B E . WntSh, B-
catenin, EGFR, 2% & 3Z 1K ( progesterone receptor, PR)
FEAHRD, KUY 4 B8 50 H WntSh/B-catenin/
EGFR 15 %538 i 2 FH 1L U R85 | ERMTER

BRI =k, R BRi, RE . RE
BA, 1. A, FH. RSN, BAEHMLR
TR, EBERER B AR TR R, AL S R
MAEHE 544 EGFR, ER, PR kA %, Al ik
WK, HETTA0 40 M 0 A 22 0y 24, BLEDUR AR, 2k
AR

ZEERTR, IR, B4 B BRIk RE R
4030

)@ EGF/EGFR 5 5l T FEUE, HANGE
sV 3558 . T8 . 1248, I RE Sk fum 4 %
B FE K-,
5 MAPK {5
5.1 MAPKZ5:i@85-F M MAPK {5518 5 M %
B R AR A S, R U, MAPK {558
BEREMERE . AR I S B A M S SR
PR, AR RE U S AME S5 % N, A R SR
A R A B SRS R . MAPK F5% A 5
B MM ANME S P A (extracellular regulated protein
kinases, ERK) ., ERK5, p38 MAPK . c-Jun %3 7R it 3
(c-Jun N-terminal kinase, JNK) {525@%%, Hrh ERK 1
R RN ARG G A G AE S R E R, 5L
A1 3 7 5 A R A SRR B WA G, AL TH R Bel-2 Rk,
T R R MR Y 45 B 1 AR LA . AT
FERAME"T . MAPK A A i A DRt 17 38R 7 5 5 e, T
ZARME S B EEGE , W EGF/EGFR {5 5@ %, 7E40
BRI RS S, RSN, 535 dni
HAGH | AEIE AT AR T OG0 S L DR R S A i
HERE, A% DNA A R8T A ARl , I ECM 3 BE VT
L e E VR I R
5.2 P ¥ MAPK 25 @8% FRTEIE  FHRIMLE
WEEEREHNEEIN RS, HATR. Jum Ry
JAWEE, TIFIFENEAE L B, R R AN MY ER,
PR/KFEMFEHL ER, PR, p-ERK EH KA, RULR
EPFE NIRRT RE S ERK {5 58 B RS 1A 55

EEERAAETEE, RS PANMERLE
Y, B PUMOR . PR NG M, 22 B 0T RE A b R
p38MAPK mRNA K & [ ik fl NF-«B mRNA ik, T+&
Caspase-9 mRNA FlIEE FH &3k, (553 40 i A W14 G,/ G, WikH
120 R R, P UR AN 2203, S AT,
MHI TR . REN

BRI R ARG R AR, ke R, R R
K, AR, AMRERE, ¥R S HSF R AR,
BT IR S 28, ATEER S R, B T
TR PR K, BEIE MMP-2, MMP-9 3Rk,
HAHLUHI AT BEE 3 10 MAPK {5 538 B e Sc iy, BELIr 725
SV LR 200 38 AR 0 A R T

gi LArid, Hheyimd i MAPK {5 538 B R I0E, A
AT LAA R BH L AN M3 5, SR RE AR LU T, R K
& SREEAFSE N 2GR T T LR AR TR R R K O
SR, METAFIT R 280 dr TR SE 86, Ak 19 I PR AF
ST — 25 Y5 TE X 26 o 24 43 76 5 WL R YT R T AR
ek, FRREXT MAPK 15530 B 09§ my R AL, HE3h
HAE e R FH H A 4L
6 VEGF {5S5i#%
6.1 VEGFfZ5@®%5FEhE T8 US4 ag
TR R B RIS 72 Gt LA TG 2L DR 348 5 40 ke JUL9RS A= 1 1
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Bits TR, VEGF 1F A o 45 P iz 4 A7 22 5r 240, ]
WS A A . BN R AL, R AR
fe S MA@ e, S ECM P AR R4 ECM A8, #ET
WAL B, hnebe i A P R 4T 3 4 YT VEGFR
EMREHZK, 43N VEGFR1, VEGFR2, VEGFR3, H
VEGFR1, VEGFR3 WIAHEAEBSS, W RIIHA T O
HF—it & 3% 5 I F-1a (hypoxia inducible factor-1a,
HIF-1a) ™', WFSIERE, VEGF 7E 1E & 20 20 dh R 0L 45
J A K DR T AR A 1Y, LR 4 2 2 0 i A 38 K
BAESEARB LGS WT4E VEGFR2 BRRIL TS,
5 MAPK | PI3K/Akt %550 B I [ 2 15 40 s 5 2 B I
MAETE AL . MMPs AT 13 VEGF B i £ /5 1L 45 38 3 1
PR LA P9 B A 2F 5 i A R R, e LR A K B
FER BRILZAN, EBEAMT, HIF-1a WA
%, Al PI3K/Akt, VEGF, NF-kB 255 5l i 4 134
T, TR AR S A 20 R 4200 25 1 5 3 ok
T FEIUEER

6.2 FiEdE VEGF 25 @% FRTFEME  BIAN,
R R APR . POMRE, PLER SRR MES

SR GRARSE , T A A K B TR [+ 751 e 2 K o 9 O
HKEHITELHE VEGF . ER, PR KEREAL, FEMF5 K
P2 AT gl S VEGF 5 5@ il 75 M A 1 .

AZ B R BETASH = et, AaHhk. M
WHURRIEDIRESEE M, R R, NS R1T Rh2 ATRE(R
TENUE B ME VEGF, TL-6 /K-, 3% 1 310 JUL Y83 40 Ji
HagE KRR, A SNURMR T, #F 22 E
S, B G T RE M T B R LR

AT HE S, REE, BRI B RAT,
FHEz . OB, BE =R BEEER . R B, Ak
WA, HAMIEMAREZ a0, PEiE, 358
I H VEGF {5530, W ARE 42 380 3 i ORI, 4 ) 4t
s s AR, BHIR B AR A AR L, B RN, R
‘B WURE B M Bl ST A 5, SR B HUAY AR

5 TR, A AS R Rh2, 23 S S
TERAR VEGE J ARG A2 (R e 3k, 1Akl A= i 81 B A 4
MavegE, RIENUEAIEET, NIRT T E MR R T B
FBARYE

HR 22 30 1o R A S T T WU LR L 1,

F1 PHELREESERTRFSIENIE

fRaims AR/ ) &y EesEd TS M Sk
NF-kB 181 JEARFE WE 40 IL-18 IL-6, TNF-ar, Caspase-1 K F- B AL, IL-10 K Hidk AT [11]
FIHE
7 B JEART B WL 40 A IKKar ,IKBau,p65  TNF-at | I1-6 7K VA% POsE S AT [12]
HR% FENREE WE R AR \VEGF \NF-kB p65 RIAFEAR U DAL LM [13]
Wnt/B-catenin FEMIN R E JEART B LR 40 A Bel-2, cyclin Bl, B-catenin, VEGF-A, MMP-2, #$i#i%i ERMTH M [17-18]
MMP-9 K F-F#AIK , Bax , Caspase-3 35 F+ 5 T
A 2 H KERTFENEER JFIC WntSh B-catenin /KRR B AT [19]
FE N4
SN AT BN Wntl ,B-catenin TCF1 ,c-myc cyclin DI FHAMAE  HUHEFE LT [20]
PI3K/Akt BT JEARTE WL A0 A TLR3 PI3K ,p-Akt,MMP-2 MMP-9 /KF- [ P REMITE R [24]
T
fi % KEFE MR PI3K, p-PI3K | Akt p-Akt, MMP-2, MMP-9 Bcl-2  $i38%H (228 {2 1> [25-27]
IKFERRAR , Bax Feik T 5
SN KETENUEHTE AT miR-21-5p, p-PI3K/PI3K , p-Aki/Akt /K VP& 1%, s femr [28]
B LA PTEN , Caspase-3 FikTHH
EGF/EGFR KER JERF S LR A cyclin D1, EGFR, EGF /K F P& fif, miR-133a, $i5 REMTH L [31]
Caspase-3 FixHE T
et 4 B KB E R WEZ B 2R \WniSb B-catenin EGFR PR K- $Hi¥5E [32]
FEAI
IR TFENERE EGFR.ER,PR M W Z3 % LH FSH ik S [33]
FEAI
MAPK EL N REFE g ER PR p-ERK 7K P-4 ERy ] [38]
B AT BN A p38 MAPK NF-kB /K FREAIE, Caspase-9 Rk Thi  Hisl i RFEMTH; . [39-40]
T
ELEALE FENERH W~ 23 E LH L TNF-o, IL-1.1L-6. MMP-2,  $i3454 (2T [41]
MMP-9 /K F-FEAI%
VEGF FH BRI RETE MR W~ VEGF .ER PR /KRR Eiin (K27 [45-46]
ANZ 1 Rh2 FENIERH VEGF | IL-6 /K- FAI% PO U ER LR [47]
- Wik
£ ST KEF e LR ER PR VEGF VEGFR1 ,VEGFR2 /KF-F&1% BB PO R IR [48]
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7 HIEERZ
B VAR O SR MO R, R PR 5

WMEZPBR . IEW USSR AR | 4RI RIE, AP
BRFAEAC R 7 | i A 08 T R A A 2 R A G, TR
L EIA R T RIS —E R 1 REYS SE T
R, BYHFEARRNRZ | 5 E RS, HEEZ
EARE, M2, ARITERENI AR, T2k
TR Z sy, i, ZRAMIE, BRI
SRR A R KR T R Z M E S, W
Wnt/B-catenin, PI3K/Akt %5 A5 SC40 6 HE 28 8% 2% 5 B ) 3
SRAESN, FEPOMAE AL, PRI A0 08 T 5 15 = [ 1
TSI T

A AER SN B ARt R ) YT AR,
BRZREEAS . Lt Y BE AL IR 50 BR ) T LG PR,
o R 7 P A BRI B 2R B ST MLV B SR L, T
R BT B BT BRI, R G VT4 v R 25 T RO L
BT R Ak, IR, N i EE AR AN [ 5 3 Bk AR R
TEIRITHTE I ah 8284k, LUSRHEAIL T2 0 ry s RIESE . HL
BT 2 BT R = By, X rp 2 T i #2 vh b e iy
BTNV TR AR R g A R AR T B2 R G AT, R,
ARBIFE N 255 FE A 22 | R 1 B 2 AR A = R
LHEERTA T FE RN ZER, 2% b R AL
I X A2 750 22 B 23 B4 I [ 1 R0 DX B 5807 0 Joi ) e A 44
A, KRR EET W 2R TR e AR, itk 7k
SYTREHENE, HE— LWL IR A5G VR LB,
A AL S LR 2 . B — 7 R A T8 WU R IT
AR BRI, e BE 45 5 R TR S T o Rk K i 7
g, BaFAR, MEITFES AT, A RPEm
WA WP ARIGEE KRG, b, WERETHESE
BEEIA T TORMS, Uit PI3K/ Akt {5 S @ B 259 5
TIMACRE P 25T, TR A 2R 7 b, U HE 4 &
BRH SRS R HOR, AR T KRR miRNA B
siRNA JBIE R S8, 52y i o AER], RS e m A% O R
S, - PIRIRITRCR,

SE .
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