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[Abstract] This article provides a systematic review of the role of the nuclear factor kappa B (NF-«B)
signaling pathway in the pathogenesis, progression, and therapy resistance of ovarian cancer, with a focused
discussion on the potential mechanisms and application prospects of Traditional Chinese Medicine (TCM) in
treating ovarian cancer by modulating this pathway. It highlights that aberrant activation of the NF-kB pathway
promotes immune evasion, proliferation, invasion, metastasis, and chemotherapy resistance in ovarian cancer
cells, through mechanisms involving the regulation of multiple downstream signaling molecules and inflammatory
factors. Numerous studies have demonstrated that various TCM monomeric compounds (such as flavonoids, glycosides,
terpenoids, alkaloids, etc.) and compound formulations (e.g., Fuzheng Jiedu Decoction, Guizhi Fuling Capsule,
etc.) can inhibit NF-kB pathway activation, affect the expression of related target genes, and thereby induce
cancer cell apoptosis, suppress proliferation and migration, reverse the epithelial-mesenchymal transition (EMT)
process, modulate the tumor immune microenvironment, and enhance chemotherapy sensitivity. The authors
conclude that the NF-kB pathway serves as an important target for TCM in the treatment of ovarian cancer.
However, its mechanisms exhibit cell -type specificity and involve crosstalk with other pathways. Current

research remains largely preclinical, and future efforts should advance more clinical trials and further explore

AR B BRI I R EBRA R TS (LC2020R009) 5 B AT 4 “ Sk B IA— 7 % IR 25 S-da A4 & R 4] 47 B IO (2 B
(201955 );20234F ¥ & 25 PB4 32510 B (B P B 2548 P 2542 .5 (20231245 ) ; Z AT 4 F B 25 52-22022-2024F /&
FFAG AR A2 B (2022-QNRC1-02)

BATEE R, B, 2AEEIF BT 61 h P E 2506 5T etk s
152



2025 48 A #3155 84 August.2025 Vol.31 No.8

+ & 3 Far

the interactions between NF-kB and other signaling pathways to promote the application of TCM in precision

therapy for ovarian cancer.
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B (ovarian cancer, OC)J& I PRI H WA IR AE 2
—, HRIIRER R CEMERR R  HLIUS 22, R PRI AE AR G
FET-R EZF R 22—, HAT, OCHIARUEIRYT T BRAFEFAR
HAZEIE A E A BE (paclitaxel, PTX) ALI7 K ACH IR YT R R1IR
I7 JLE —ZIRTT IWIIG SRR (R 2B 1 8 5 )
T 2 A e A% R T T 245 45 KUK, X B0 C R # 54 2E A7
HAL309%~40%" B 25 1L i OCHY I AR (0 A A Ak y 7
BERIE AR AR i B A AR 06 B 55 T AT W g AR,

Wi 7 ¥ —«B(nuclear factor-kappa B,NF-«B )i H7E
MR T AL R 3 DR, S S e SN S S 2
PTG S BBt :NF-xB1(pS0/p105)
NF-kB2(p52/p100) .RelA(p65) .RelBFilc—Rel , iX L& 7 ELAH H.
VERT, T ) P U5 — 2R A R W I, NF B -5 40 1) 2
HIkBE B4 G E G, IR I8 A T 40 i ik
o A2 RSN ER R (AN RAESR 5 WU I, 23 fih &
— RYUGE T YR, BB (1B kinase , IKK) )
VRO ATk B R BERR 1L , B AL 5 A Ik BAR PR A0 B PN 19032 3R -
A R Ge U T B B NF - BHEA I A, 2E 171
PR HE DA B s A UEHRSR B, OCAS ATl S ) v 2 A 36 Ak
Y7 25 AN G2 ik 3% 5 Ied T 4RI (cancer stem cells, CSC) %
DIAHE . GONZALEZ-TORRES CHFORFTE A I, 5AECSCIAE
HH L, SKOV3 CSCsHifip65 \RelB IKKaE 1 7K-F T+ , UL Ek
TKKou 5 AN IR P 4b 72 IkBoJi , CSCAR i ) CD44 B 1 2 [
NANOG .ESA 3k i3 T 4, OCAH I i 5 BB 1 g 1 R iy
BORTH 1B I BRI, R NF-BAF S5l S 5 0C i Kk A4
R,
1 NF-«BESEHESINEBHXF
L1 ARG Sk s DR fo e ik i 2 4 M e A i 06 st
PUA AP R G BB RNt , ZER I AETS R SE Y B4 NF -
wBIE AL U1 S Y TR | S A RS T B MR AR G
I A (tumor—associated macrophages, TAMs )# AL , 76 i 6
PEREIR 2 AR FH o BTG NF - B 5380 [ 7T I SHF A 0 AH 5C 1
A4 (cancer—associated fibroblasts, CAFs ) 433 F1 4l i 41
K (interleukin, IL) .CXCHEFLF F(C-X-C motif chemokine lig-
and, CXCL) . L% 4 B2 4= K Bl F (vascular endothelial growth
factor, VEGF ) A5 45 AH AN ML K+, T LA M MR
TR il 3 175 O LR A R IR TL-8 , 3 5 HL R S |
TR ZERE ST, X — i3 BRAK T NF-kB p651 & ik 5
BEEAIFWANG € YAEPRIFTE B, e AR DG F PR A0 (ru—
mor—associated neutrophils, TANs ) #2185 1 5z 14 51 895 G 28
i 52 KA RIS i 5 AH5C , JAG2+TANs i b A P AL T T
PR1.IL-8, B CD8 TR ) A4 Ui AT, V5 S CDATAA Ml [
9T AR A, DA T R 8 S 25 00 1 A 88 4 P95 (rumor mi—

ovarian cancer; nuclear factor—kappa B signaling pathway; tumor immune evasion; tumor

croenvironment, TME ) o LIU Q YZFUOZ R AR SZIGUESE , B2
JHE P T T 368 2o B T A 28 4R 41 Jfd (dendlritic cells, DCs ) " IkBa
P it B pOSAZ G A, (B 35 F IMIP-1oc \MIP-13 \MCP-1.IP-
1030 IR T30k , T vh PRk 2 i #a  , BERADCs S5 0T
o5t 55 358 240 MO o) N F - B I8 2 5 e il

TAMstLZTMEH —JEE 2 G 4L, n] 73 R iR %
RUEIMI TAMsFIE AR RALHIM2 TAMs M1 TAMSFHEYE
B H AL L P86 (cluster of differentiation 86,CD86),
VT T 0 D G 9% O 257 s M2 TAMs 4 53 M i 3 3k 43 A % 163
(cluster of differentiation 163,CD163) K F I 4 il H &4 37
f&~1(macrophage mannose receptor 1,CD206), M| T4l 12
BEM.FANG JRER B, 5 KelchZ5 #4358 25 F18A (kelch domain
containing 8A, KLHDC8A )7EDN LU I3k, H 5
IR BE P M2 TAMs 3K S 00 5¢ s THP-1 LA 4 i 5
KLHDCSAZE K R B TOSESOZAH ML 1% 572 )5 , 4t rh p6o S iR
K- CD163.CD206 %3k F i , #1278 KLHDC8A JH1ETAMSs
WAL BB 5 NF -k B3d #%AH 5C o 78 i A 22 1k B S 4n i v
13 F3E B IR EE A (periostin, POSTN ) T 38 i G NF-k B 5
38 B, SR dE AL AR K I F-B2 (transforming growth factor, TGF—-
B2) MIP-1B MCP-1 A1 R FE R F —a (tumor necrosis fac—
tor, TNF—a) 5318 , SR B THP- 1 ZH M ) M2 TAMs Sk, 24050
SRR T E M2 TAMsIFAE e ki,
1.2 AP R ieA T hIg A FREE RS S g AN M Y
SCEHRAAE , 5 40 A T 20 S S0 1 S DR AR OGO 52 3
TME P52 1 o 20 3 T2 Fl P I 202 25 11 B ( Caspase ) A 31
AN IESET, TG4k cleaved Caspase—3il i 4 LIl
B ADP-Z M A Bl (poly ADP-ribose polymerase , PARP )™
"Ecleaved PARP B, T ANAE 2L DNAMB S RE ST, Ik 41
LA TR AR LRI T B N TR AR P, BAR
98 -2 (B—cell lymphoma-2,Bcl-2) F %8 H (UN{E F 1=/
Bax . Bad AT I T H Bel -2 ) () 3l 45 P AR A% Co TR P4 T 4
I A T B 7 28 R AAC B, 5 | e A 5300 375 P e 4
FLFF Ak K A €828 C(Cytochrome ¢, Cyt—c) BERL, Cyt—c 59
T2 28 H B -1 (apoptotic protease—activating factor 1,
Apaf-1) 455 I8 Bl Caspase IR S W 175 5 4l i Ji 705101, FH
SRIK I T 38 1o 10 ) B SRJR 4AH R OV CAR -3 NF -k B R 1L
K A% AL, M Bax .Cyt—c .cleaved PARP.cleaved caspases—
3/7/9F3K , T Bel -2k , BN I T 1 S LR A
HLAE IR, SRR NF -k BIfL S 7E O CA ML N AE I T i A2 vh AT Rk
AR I,

TR N S8 1ok 240 P A A 5 S IR SRR B, X — i e
5 0 i SR B 1 (Cyelin) 5 200 i Jo 000 8 1 0 4 U
(cyclin-dependent kinase , CDK )42 & ¥ 4 5 & 16 AL AH 5081,
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NF-xBf5 5 8 # 7] 38 i 8 97 Cyclin A/B.CDK1/2% 35 , )
il miR—-488 413 (1 G./ M BELE B2 441 B A T , AT 4L+ 248 A J)
R R I 1 SRR A M R IR G B S 5 R
F1(regulator of G protein signaling 1,RGSD I EFRiZ50C
A EFRRE BEEATNMA RS RIS B AHELIU S NEF2
TF5R R B, 3 F KRGS ] A2 1 U1 5 97 400 i 3R A27803 5 K&
p65 Ik BaffR AL, BHWINF—k BAJ 3 RGS 109 R BAFEEH
T Weyclin D1/B13 A (4 4H i J& 31 B+ G 38, 2 7R RGS1
T3 0 R 300 A9 47 45 NF— B %4 56 o TME A9 /N
I OO A A% A4 4 B (pro—transforming - growth
factor—B , pro—TGF—B ) 1755 Jifv g £ Jifa 185 5120, 52 4 55 22T 5 it
—5 BB, SKOV AN ] 4 i I /INHR A B 4R 15 430k 5 I/ INA
AT AEFH T SKOV3GUT, L A8 IR AL TCF—B I G I 1 (p—
TGF-B-activated kinase 1,p-TAK1)Hlp-NF-kBZKik, T
p-IkBFE , L7 I/ N5 T 04 I8 20 3 58 7] RS NF-kB1F
S PRI ARG
1.3 AR EEmAE 2% OCHA KRR ZEMER
PBLRE T, M2 AL TRTT i IR U R E R .
NF—kBifll B FIBAY 11-7082FITPCA—1 7] {1 i B 1
Fr AU AR IDS -~ TP AR WG BEAR A M AR 4K, ULANF -« BI5 554 F:11]
SNSRI REPY, |- K8 FTf% 1k (epithelial-mesenchymal
transition, EMT) F1 20 Jif 4} 3 5t (extracellular matrix, ECM ) )
FIP 5502 S BOMIR AL R 1) B AP cEMTHA RS2 b Je
TG PE R 5 A% 19 EZ RSN ALH L LIU S Y 453 i ok 7 e
FESKOV 34Nl Hr it Feikp65FEH 5 , A L a) Fibs i Py i 22 045
Zh 8 H (N-cadherin) I L A (Vimentin) Fi5 B % 7+ 5, T
F A5G B 1 (E—cadherin ) 32 35 W 58 25 A% , X #8278 NF-«B
0 4 PO 0T T 5 SR EMIT o AR 200 M A 40 5 3 18] 2 A2 12 A
ECM, A fe7e I8 I N B2 R AL, Br LIS TR 4 I 26 B 0
(matrix metalloproteinase , MMP) /13 I ECM 43 5 5 ¥8 7 i
To LB v R A5 2 AR ] ONF B AR 515 5 1T LA MMP 3
ik, IR #F OCH% % F1{2 282, A B 22 85 114 (human epi-
didymis protein 4, HE4)E  OCHY 4R 5 1L A i 40, AT
TWEEGRS(—MSHAMBH S EB A TR,
KIM K& A I, p65id Fik ik Ik BoiBRLA] iMOVCAR-3
HHE4ZZA KT 5 K p65 I iT 9 A2780 401 il 7635 HE4 1
e SN TR PO S S R EWADS SR AT WA =
RNF-kBA BT HEAAE G R oSS 5T 0CH B .
14 Rt At ALITT 25 R 0CIR YT I E R Pk, t 2
TG AS R E B, S 2 A DGR I R ik 2 i s |
VAT PEZH L5 % (therapy—induced senescence, TIS ) 1% [ 41
R E AR G Ra8y  BR IR 161451 b Bz O C H 3 1 i
LA T RE L ARAEI | & B O4.949% Iy AT 24 £8 25 e Jeg 41
Uh FIRp6S R 1, W 5 TN UL B 3 . e Ah , 9O
it 5 R R G & BTt 245 40 B Ak A 2780/DDP A NF -k B
SRE PR I BRUR R 191,925 , LA 1 $7R NF-« B3l -5 OC it
28 Y AH I,

EASIEZE FAZE ALY 2451 0 T SR NF - BIE B
TR 25 A G R Y 3835 AR ABCHL 12 B LI 5 LI
YA T2 H (WBel-2 . Survivin Mel-1)55 , 18 i3 259 S MERS 3
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FE T HEHT A IR AS , SN 4i B AL T 52 R R, &2
M 22 1 (multiple drug resistance gene 1,MDR1)/ZABCH;
12 B8 R 0 A 51, HL i 1Y) P- 15 85 (P-glycoprotein,
P—gp )BT ATPHKHR 1) 5 S MHEDRE , ELHE 52 W fLy 7 25 ) £ i
Je AT 0 PR 11 5 AR, AT 2490 6 22 HE L R 2o RS NF -k Bl
% R e 2 ML Th P—gp Rk, TR AR A PN 24 Ve J3E 5 i 4R
F Al pesEE F AL AL, BHTL S MDR 1R 3 F45& , i
T P—gpfe 51t , A5 R o0 A 6 32 L RL TR 2509, A, 1k
J7 51 & BIDNATR AT 75 S TIS, T E MM AT 43I IL-6 . TNF-a |
MMPs 55 241 il Rl I BUNF -« BRFEL G 2. JIN PAFRIA IR,
PARPHJ il 5] (PARP Inhibitor, PARPi ) 15 F IY) CAFs  TIS 5
p—p653&ik L IRAHSC, i LA T T AT 3E i NF-kBAE 5 il
B, WG TISA F I PARPITN 2 . XTIAO YEFRIE I, OCH &
DNAZR A (DNA polymerase mu, POLM)ZEAEMREL &, T
HDNAMBE i FE R IR A A DR A, R R R e e
Pk i — 25T K B, POLM  G312RZE74E 1] [ Ik A2780F1OV -
CARAZH XTI B35 22 ) Fh 7 U, [R]B 02 S NF - B
L RIL-18 IL-6 . TNF-aZRiE , F/R SR A AT E S| K AT
i 245 7] -5 NF - BIE #% ST i 980 A G
2 HEHEENF-«BE S EAT I ERE
2.1 P EARAENF-kBAZ 5 i@ % P 69 4E A
211 HEILAY ESITTHEABR STk
08 S A A PO B2 BT TR AP AN R B I B T T TS
A4S hg , & B E AT W] W E R (IR MG 5 R TR 7
ZERRIF R HAA TR B A F GyMBIANAL L], R R Bel-2.
p-IkBa . p65H 131k, L cleaved Caspase—3.Bax3ik, &R
BT R [T NF -k BREAAR S MR B BRI BLOCHE

WA 22 B B A P BRI B A A APk
P AL B 2 AR P, ZHANG JEESe BT R B, 1L
P Z T M OVCAR-34 IS ) FISE 58 75 S 40 ML Ji 1, 1
TSI G/ MBI 4 HfL %5 5t , 19 cleaved Caspase—3 . cleaved
PARP .Bax#iA , # 51 Bax/Bel—I HL 3, # 4 PI3K . AKTHE iR 1L
MNF-kBHE A, SR AT TR TE A T PI3K/AKT/NF-«B
WA R R E

GREFRRE—FORIET 5 G RE A KIRA /R DING Q H
SIS I, 25 TR LAV BE AR Ty R A 58 A2 e i 245 240
HIFESKOV3/Taxol H'MDR1 .P—gp .p—~AKT .p-IkBF 1k , # i 40
J e P - 123 B 2R, B Bh SR PTX AN 8 5 36 S T AR
TR ARV VT 4 U T I RINF- B E OC ik
YT BB AL 22 3 S it R v G G R 1) 43 B MR 20 2 T H 3
(histone H3,H3) IR IL JIANGR BEEHIFSE L8, BRE R
AT 4 25 4 T SKOV3 FTPDC 44 il H G,/ M 9] 48 i L 4], 1 9
Cyclin D1/B1.p-H3.Bax.Cyt—c.cleaved Caspase-33&ik, T
P Cyclin A Mcl-1.Bcl-2 IKKa/B .NF-«kB.p-NF-«kBZE 17K
- 3R T 2 A i R A Nk B S BEL A e R 05 S
AMAEZRARIE T, TN HIOCHE7H o

R T8 T BT A, R MR R ARSE e S5
2510 FEE PR Sr cZHU HEF R SE 2 BH R AR RS A
Fist 0] 0 751 e A A D =X I SKOV3 \SKOV3/DDPAT i 44 4
FIESKOV3/DDPAIHE HNF-kB . P-gpmRNA K 3R [ F3k , IF
FEIS G NF -k Bid 8 T8 P-gp mRNAZ L E IR, Rt 12
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1 1% 5% SKOV3/DDPAH TR 25 FI L] 5 NF - Bl B AH G

S AT M R AT R 2 TP A B2
AW o i HL SR 5 % B, 4 22 BT T S5 e 3 A0t e 4 o)
SKOV34R a3 7 i 5% FiZ 28 IR M =, 91 _E M cleaved
Caspase-3/9Fik . FABcl-233k , BEMkp65 .p-TkBatE /K-,
PR G W A0 R NF—k B3 % 2 FEHTOCHE -

UOBEFAF AJE VD ST B B 0 43 2 — o R B I 5%
SR, VDAL FAF AT B R ARCAO VAN vE I AR ZhRRH4R
AR Z2E, W Cyclin D1 IG5 A0 IEAZPTIRE (proliferating cell
nuclear antigen, PCNA ) .p—TkBou . p—p658K 17635 ; NF-k Biff %
PG FIPMA R EE VD3 47 A B _LRVEFT  BAY 11-70825
YOBETH AN DM RORON , A b 3R Vb3t 74 A T i B
KINF—k B3t B O AL R A

I 2 bRV T4 A B 265 v 24 1) R R B 2
B A SIS R B, 1A% 3 AR AR iy =X AR
TGF-B1&PE AR FEIK A TNF-a 5 5 19 OVCAR -3 41 Jitd & Jih 984 R
LR, FHp6es T A, Hp65 siRNAFE YL n[ ok (147 &
(4 LR L U8B F A7 3R A B B0 S TR 20 1 3R B (L
il 5 10 NF-k BTG PEA G

Cajanol /& MR & P42 I —Fh F 2 B2 AL A9 .SUT M
SEWIZ IR PN AN SEIG  BR, Cajanol P 38 2 #11 P—gp A 2 34 K HL
ERIBTEVE, WL PTX M, W2 FEIRPTXAE A2780/ Taxol 4H Al H
B 22 B i ¢ BE (half maximal inhibitory concentration,ICs,) ,
HAFHLES FIEABCB1 \PI3K .p—AK TR KMl po5 %
PSRRI G
212 FHRMEEY FEBEBIFE(polyphyllin E,PPE )& H 4
RS AR A LU Y AR5 & B, PPERELL
722 R ) 4 AT SR IRSKOV3 L OVCAR -34S 7, 41
HIIKKa/B kB AKTHIBFER L X MMP-2/98 3K , AKT12 5 7
TR 2 e ) PR RS 0 B 253 % T PPEI RSN, R PPE
T o PR AKT/NF —« B A5 5- 38 410 1) B0 5698 40 B %) 32 {2
&

LB (verbascoside, VB) &R IA T N R RI RN E
HRALEY, BAT PR PR L S5 E . REN Y
A, VBRI HISKOV3FIA278040 M (3 7l iE RS H5 5
HIT, EPHIL-6 .CXCL10F 5 $2 15 CD86/CD206 L 1H , 11l
Tl 200 Jf0 384 B AR 18 W Ki - 67 3 38 K p65 B R 1k , 1 B VB2 it
M1TAMsHALRVE K T NF-« BRI

T (Geariin, ICA ) J2 IR 28 R B —Fh 251k
B GAO T JEESISES BB, ICABE LA AR Ty =
HISKOV3ANARLTE 1 , 05 201 22 0 HE A0 (0 8 1 AN B AZ AR A
(R4 3 BN BESE AeE L), Jf- g I % Bax . Caspase -3
mRNAZEIK, T Bel-xl .p—p65 p-Ik Bagik H-4Milp6 5% 5 5
NF -« B [ BTG 7 HEA R P 330 S5 1CA B LR FEF , $2 7R ICA
AL HINF -k BI5 538 15 S SKOV3ZHIIH T,

4 DUEEF -1 (tubeimoside—1, TBMS1) J& R IR T+ DU ()
—Fh = BT RAE Y, ST 2 RA PR /E . YANG
Y REFCUFHTBMS1Ab BESKOVIM AR /N B, & 30/ B 4
UL BT e e ol o 65 T o R i 9 A B K e i 0 5 0 —
ST R IR, TBMS 1 AT 38 33 410 i NF - B 38 1 & FEbt g il
(ERBEIC S NG 31 )] o8 s W of e e s et

JRISE 5 GRS, PR AE PN B2 A B e S B ), SR A i R 4
B AN P S AL R

AT R R MGG 25 A5 2 AP B TP BRI 2 Ak
B AT AFIANIRI R BEAT 245 N R AL BESK O V3/DDPAR M,
g B0 L DL i A0l P i X0 i) 41 B N —cadherin \NF —kB
mRNAKEARKIK, T E-cadherin®E (A 3£35, H FidEHS
NF-kBIN I FISNSORY R HAH 2, F2WIA5 24 P R Al o i 45
NF-Bif B il SKOV3/DDPAR LTS -5 S HIEH T,

AZBHRgUREASH EBIE S Z—  XIFHFORE5E
KB, BUE S AT B SR BISKO V3 4N fifd 2 P R EMTARAE : 40
MUHESFAHL R GTHRIE AT A AN TE A , E—cadherin #2315 58 4%
THR vimentingik 3 I AS ARG PT A BOHET FIAEMT
BEFE, N IANF-kBHE FIRIAKF 488 A S B Rgl ol il 1)
THINF-kBifL % R HEHTOCEE BT
2.1.3 WA AT E (tiptolide, TPL) 2 M 5 2V T
TR EUY =S A, A IR T LE Y
S B, TPLBE LAMR BEARHS I Jy =X A2780/DDPAH I 511 |
TR, (RS R T D/ S BRI R T er , T 9 g 4R 2
EAREY %31  VEGF . MMP-9/2 .CD206 .p—PI3K .p—AKT
p-p657%ik , #/RTPLA] i3 PI3K/AK T/NF—k B3l B HIM2TAMs
Wb B i A8 A B, B W IR 56 .

FAHURIRIE R A TR A vl A h 250 TR =28
A, BB DU BE T B e S5 4 A A B
21O FF A [] o B 110 SR SR FR A FESK OV 3 AT, & TR 5138 SR
A AR A0S R B AR 2% I TNF - JTL-6
p65 .PRL-33 ik , F}i# E—cadherin 22 35 , $&7R8 57 B R 2 1T 38
I HINF-kB/PRL-3155 1 5, I8 15 S 0E S L EMT

B A S N 2 IR A P AR U A S R A .
FU X M&FHMZ SRS, - A MBS PTX AT R JHSKOV3AH
MarfBel-2 . Bel-x1.Cyclin B1.E—cadherin b7 il 25 4H G 5k
(MDR 1.LRPFITS) Rk, LR T3 R P53 Apaf-13%
ik, IHISTAT3 FINF -« BREFR AL , 1755 40 A8 T . 40 ik J) 301 jL
T, HRIHGE R R 22 3R B B RIS PTX AT L T A
STAT3/NF-«Bf5 5@ BMH0CKk .

FIARMBRLZ N ARSI b 54, LU oA
W58 &, AR PIBR T 22 88 T SKO V34 1 17 i Tisk L 40
T EA PR A, ELRRBh 20 s 5 K AN A B A
CD4*/CD8*HL B Ft &1 ,IL-6.1L—-17A .TGF -B1 .VEGF & CD4~
CD25'Foxp3* T AEACT-FEA% , HALE S T p-AKTAKT \p-p65/
pO5FE IR, 7% (AR A ERTTT R 28 1 4% NF - B 3 35 410 71
B HLIE 1 Gy b ik
214 MEMMEY KREFEH B -8-0-p-D-H 4 H i
(physcion-8-0-B-d-glucoside, PG ) JEAAE Tl B & K &
RLAE R 2 P BRI S, A BRI PESL LT X5
SEH R I, PG LAY BE AR A I SKOV3/PTX 41 i 1 P—gp
Fik, BARPTXAYIC, b I IkBo I posHERR AL A 5 007 , If:
SR N LB IESE PGS PTXI FHLELA B RIS SR, 3878 PG
HPTXALS T2 (B 5 NF-w Bl A G

ZAFHSE [ RS R E IR A
ORI, WS A PSR T AR R ) R B R
SKOV3 4 Jfd 5 %5 B2 W b WA, T2 Rl R g W9 Wl 3,
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NF-«kB .p65 .Bel-28 [ FRIE M /b, 488 — S-S0 1 T iE
T I NF - B B0 i A0 AT AL, JF75 R AR T

HABRER 42 I A% G b b 25 SRR 1Y 2 L 25 R 2 1k
B PN S RIS e BR B ) AR R P o 1 B
SKOV3FITOSESOZH AT+ 5 (= 22 58 1 B, 4B A A T3
Vimentin .MMP-2/9 & NF-x B SCHE [ R 1Ak /b, B e 41 45
ST [FIRE & 3R, 20 wmol/Li B AL HE W] S BSKOV 340 ML i 7
S N, E-cadherinZi5 T+  , N—cadherin .p65i5 T B, LA
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