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[ Abstract | Flavonoids are important ingredients in many anti-tumor prescriptions in traditional Chinese
medicine (TCM ). With the deeper investigation of Chinese herbs’ anti-tumor function, and anti-tumor drug
development turning from cytotoxic regents towards cell specific signaling targets, flavonoids have gained more and
more attentions in drug developing fields because of their high anti-tumor activity and low-toxicity characteristics.
This paper reviewed the molecular targets of natural flavonoids that were studied in recent years in the fields of cell
proliferation, agiogenesis, invasion and metastasis, apoptosis, DNA and chromosome regulations, as well as multi-
drug resistance production. This will help in searching anti-tumor lead compounds among natural flavonoids, and
provide reference for screening and structural modification of multi-targeting anti-tumor drugs as well as the
polypharmacology research. In addition, the latest achievements and technologies in modern molecular biology were
used to reveal the molecular mechanism of TCM anti-tumor and prescription basis, providing a revolution way for
TCM modernization. Some suggestions of anti-tumor research on natural flavonoids in the future were also given in
the present review.
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FUT AR WS S RO I R T M R
A R e R G B RS 0 AR 2R B
FRE 48 R AT i . A EIRSTROR SR T I
PRISIE , % A ML ) 9 BF 52 1 3 37 % A 31 43 Tk
o A2 B2 S 0 BF Y F2 W, 5 26 05 ) 25 4 ] il
ok A 00 o e R JE A R TR R O i o T % e A A
S i DR St 15 6 B S R

Bt 5 Hh 25 R AR RSSO TR, 2 AR
2 RIT Sz L b T A 200 75 245 0 T 16 o i 9 4
i S A 5 0 A 1) 25 W, B 7 00 2 R 25
Hh ) — o T A AR 2 R R AL A, TR AR 7
PO G VN T R P . KRR AL A AT
G BT BRI | B I R S R A R R AR
FIABIE T B SRR B S R R 2L T
T A Il A Y MR R R R AIRIR R KR
21 Ay, S AR 22 B0 7 30 0 % R 407 2590
] A 4h 2 2 X U R B R R SRR S TR T
KA IERBESE, i TR B2 R [F SR A58 b e
Fiy i 97 20 L 0 70 S22 AR K, o A kR R ATF 5 %
B AT B B (0] 6 b EA T L, R R AR
T 2 £ B W B 988 4 B 055, A B 7 AR 8K B 2%
B T SRR S FAL A Y, T O 2 S
Tl J6E 245 90 B0 7 1 45 M A s DL B 2 B 2 B 2R TF ST 4T
TRUFHERL ., Y40, 51 AR % S R4 T AW
T B AR AR T B R A v 2 R A %
5 8% 2GR 1 A 43 7 BL R AL 7 A
P A v B AL G BEIE I A B SR b 45 A 1 0
PEAT A HLLE B LA 3 36 7 A0 R s b R 25
AL RO HT BB . i, AR SCER R T T 4R ok k& B
() R SR 5 1 2K A B 0 1 e R 400 2B R G B i A
K5 ZEEE R, 40U T, DNA 5 2y o k58 5 f &
2T 2 P A A R R AR A A —
B BFSE TAE RS % Rk
1 Bhoig A K5t 2

21D N A 5 S 5 R 0 S R T i ek
A RO DNA A2 7, 51 i gg 20 0 2o i 2 K 0
BH ORI 2 AL A Y 3 T S A T B UL
3 B4 (PI3K) /2K (134 B (Akt) , %% & 11 (Ras) /A
224y 24 535 Ak & (BB (MAPK ), W T 3
(JAK) /15515 5 B i 55 3005 7 (STAT) |, 43 i 7
BAE 11 (Wnt) /B-4% 25 [ ( B-catenin ) %5 3l % 711 41 g
JE 30 92 4 2 50 00 AR TR B A, S T i R 40 M i A K
HABH o R T R A0 43 TR B 0 2tk IR 2
M K 94 B £ L AT L 2 S ) ) 400 i L o

A BRI 4R 28 S e R
1.1 PIBK/Akt @ PI3K I B 2 % f/ 75 2 W &
1 95 Tt 0 A I UL e ) 9 M . Ak S — Fh 221
M2/ 02 TR B 1 U, SR AR AR B U B, PI3K
AIBE G AR PRS2 I A7 U AR I R VK B AR
I Ras 3075 , M w84k Akt 1% Serd73 F1 Thr308 {3f
Mo Akt IS JF AT IR K R ST, O IOE AL
FHIAE E K E 1 (mammalian target of rapamycin,
mTOR) 7£ N 1 Z2 A~ i W, 15 101 0 35k 200 Jed 34 51 L e Ak
FHAHIPE T, WF5E K& B, PIBK-Akt-mTOR 7£ A 25 fit
ST R T R AR TR A AR KSR TR
B,

o R 2% 2 AR 08 100 R Py Sk S R 0 A K, OF
FR AR 410 ) e A A, ML R Ak 5 R
AL Fl mTOR, S6 B AT " o 1l 28 By 7F K 9 48 2
X il 8 4 ML LA BT R R L S ) PI3K-Ake {5
3 AR R R SR T I L I A
BEUESEAE /N B B2 4 ML 5 ATP 5% 4+ PI3K 45 & i
P 1 AN N AR LR G SN W 1 2 S B /1 R s -
Bel-2 K- F 6, 51k 4 M i T, AR K2 E
Wik iz 28 W B AR S R B R 4G K BT (IGF) -1, 1T, IR
mRNA 7K, A5 40 % /i 4 IR o A K 18 3 0 15 5 38
! ok PI3K-Akt-mTOR 38 % 7] 4 5 IGF-1/
IGF-1R (335, 5 x5 B /N BRI 3E, i 2 R 4/ B
Akt,IGF-1R ik 5 3 T o AHR# F t ol )
T % B G PC-3 1 DU145 41 s v % Akt % IGF-1
XFIGF-1R (¥ o 114 238 i 0 il PI3K/ Ak 38 f#%
Xt = T LR g A 2 R R A e e g R A
W
1.2 Ras/MAPK % Ras 93 3 [H & 4 &2 MAPK
% 4> I OC, AT g R AR K T A2 i (EGFR)
R AR 7 Z A (HER) -2, 1045 N 5 40 M A 4 A
F % & (VEGFR) Fl i/ #4748 A4 K W 7 &2 {k
(PDGFR ) 45 41 f 51 ) 1% 2 198 5% 1 32 AR 0, O 5
% MAPKK [/ ( Raf) ,MAPK J# i f1 MAPK () = %%
PR o MAPK J2 FU R 40 A5 5 D40 i 36 1 %
A P B AL 3 %, ] 4> 1 ERK, p38, JNK
FERKS 45 4 A5,

WE5E 2 W, ERK 54 5 g i &k A4 & % VI
5o AL ERK SRS 07 2040 M A%, nl 376 ak K 0%
HAAE 5 5 Tl 42 0 SRR o F A% e S I 1
(NF)-xB, Akt DL K 225 5% B B 2T 1 Bk 40 i
5 SR F (Ets) , AFLL 1 55 B (e-Myc) 55, I 94
540 R 9 A 56 R F (eyelinD, , Rb, p21) #1312
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43 (Bel-2,Bel-XL, FasL) i 351 o 1l 28 1 7] i
A ERK {5 5 38 6 40 60/ 40§ i AS49 21 A
(A K R T AE T R O INK R 5 40 i
VAR IO B B A, AR S AT 4 e A A SR M L INK
AL pS3 e 5t g B I h gt R e & T
WA MAPKs, INK A9 8% B2 1k & ¥ Bt I 98 1F
FH'™ o R L2 1L 2% I v S ) INK Y
AL AE AT, BT F 0% B 7 NF-oB #0510 Wi e %
i oL i MAPK-ERK 38 #% () MEK1 F1 Raf-1 3 i,
S0 /0N B B R R e B 8 T
1.3 JAK-STAT i % JAK-STAT i % J& — 4 £ Ff
40 R A 5 518 FE 42, STAT A5 5 5
PR Bt 536, U8 0 B G 4 L A Ak R Y AR R . A
STAT K&, H§i & Bl STATL,STAT3 Hl STATS 5
i oRg 38 | 04 2R R T R R A A e
IS TR IR A OG- R o a2 U 5]
K562 2 il 52 B30 ] 356 58 i T RE P SR T VR .
TR B 1) 4 35 TR 21 43 B 465 S o, IR R A R AR B2 YR
I J5 5 ) 1) B A W 4 75 JAK-STAT, KIT 52
AR AR B 3 32 kA 5 0 B 12 i e AT I
75 N H BRE SGCT901 41w (45 M J SW480 41 ity i
T, I 52 0 R A A IsF ] -5 AR L L AL o 2 i
N STAT3 ) mRNA 3k & STAT3 7 (A # g 1k 7k
L g E P TP 3E ) (survivin) mRNA J% survivin
EEFK TR g Z a4 JAKL fl STAT3
(B TR AL , 301 7L 68 MCF-7 41 fidk NF-xB (1915 5
e Sk R, BT S 988 400 M A K
1.4 Wnt-B-catenin i# ¥ Wnt-B-catenin 8 } 7K 2%
HREARRAR e kB W E LS, 7E R &
B AR %, 8 T aF e P <7, i e
o P2 W L R RS 3-8 (GSK3-B) HH, Iy B-
catenin [ 2 £k I (5 5 iy 20 it Jo 2 47 381 200 i A2 A
el S E SN R e A R R A SN
AR AN M A R B R
AR T] A i Wnt 38 B 520 T F cyclinD |,
Bel-2, Bax il % 2 i 20 B2 19 K 4 2 2 26 111 K fi 1
(Caspase) -3 45 JE[H (19 35 , M 45 W 488 HCT-15 %
PR R A0 3 A, 5 AN T, R AR A 4
TR L W 2T LA A IR A o 4R R
Wnt i& 42 09 & 5%, T )8 40 M J8 89 00 3 5 o
cyelinD , I I3 5 0 i P97 p27 , DA T 400 461 A 98 4
Ji A K o B AR S A T % B He 254 RS0 0 4
AR KA B B 0 M R T DNDAIT jif
EXL 200 A 11 i s A 2, U B ok 0 ) Wne 3 5 /0 1
220 -

137 240 T Notehl 2 (=1 90 46 fob 83 40 a8 567 . #
HETR BT 30 ) B A0 M R A Wnt 38 5 N R R BEPTE T
A Bel-2 fl survivin, AR 17- 8 1 Bax, 1 40
Musss i S E T B — W R,
T Al i TS Wnt-B-catenin S JAT N E A BT IR
AN REAT A HE 5 10 A JE X i R 40 A 0
Tk —B 5T
L5 A R 40 R 4 &R Sk A
JiELJE 0 26 1 (eyelin) |, 40 6 JE 00 26 14 6 1 K
(CDKs) F01 J&] 19 2 1 4 ot P % Bl 410 i 57 ( CDKI) 44
o CDKs J&:—J& 5 52 () 22 2 R/ 7 & IR K 1 il
SR E Y cyclin 45 45 I 76 240 M0 5 3004 o s R T
i I B R Ak M LS A, dE R AN R ) OE W a8 B
cyclin, CDKI X} CDKs 43 51| B 45 1 ¥k | ¥ 8 5 1
FH R F B 20 R 0 R s R . S R R
T cyclin 1 F ik, CDKI ik (9 32 2, ffi CDKs R
14 35T R 2 i D ARG A s Sl o S 0 0 0 4 2R
25, 4 L JC PR 1G58

)= ekl kil cyclinD, , eyclinD, , cyclinE D)
% CDK2,CDK4,CDK6 [y % ik, ¥ i 5 I & LNCap
A1 PC-3 41 i A I RS 7E G, /G, #9700 3 gk 4l 4
Jit e CDKI g it 1) 26 £ 390t 06 1, 0 o 3R 38 ] B 1K
p34 &P 9D p34 B BEAIK cyclinB, 8 K fiff
ZEWANE AN SW480 K A= G,/M IR L &
fE T 7L IR SK-BR-3 410 7T i/ % cyclinA,B,D,E
FUEAT CDKI 23k s 4™ L 1 28 B AT R AR AN L IR
Jii MDA-MB-453 40 g i) CDKI /K °F-, 3+ T 4t 40 Ay
JEII G, KA T 400 0 400 M A o 2 1 T 4
S A-549 21 it JR I BELVS 7E G,/ M, B8 i gy g
20 i Y A 0 I 4 v e A0 MR AE T B SR R
TE# M HELL 40 i & 300 JC AT fg s m ' o 1 48 i ik
A4 S 9 MKN28 FI SGCT7901 41 Jifd 38 5 A1 /N
B P B AR A K, 5 3% T 9 cyclinB, , CDKI Al
CDC25C ¥ 4 B BHUE T G,/M HiA7 565 L il i £
i 1 cyclinD, , cyclinA | cyclinB F1 CDKI ) £ 35 , %
FEAN LB T G, 301 R R 2 3 Y S 390 0 0
U cyclinD, ,CDK4 1 CDK6 1) 32 3% , ¥ 1 B 2 i
ORI I 240 98 2 1 1% 8 TR A, S Ao 9 4 4 i S 40
PR B7 L1 2 ik g
2 mMEERESRERERBIITE

A I AT Sy S AR AR AL B 2 R A R R
A B Ry R AR 78 0 AR IR R e AR L2 i iR
2 Jf 4% 28 B A HE At 358 67 20k 2 A K, O I A A A
WA RS o I A 5 R 2R e B R A A, 2 5
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A bR A R A R T R . VR T I A A A
Jih 96 45 28 7 B 3o A A ) A 5 B 25 400, 2 XY T b R R
IT 2RI R i 2 —
2.1 AR mAEAKHETF (VEGF) 2 HAIC
1 B TR ) AR I A A PR T S A T 2 4R R R R
W2 VEGFR % % A4 B % ¥ . VEGF 1514 £ i i
HEUh s Rk, H S5 Mg e 26 XK.

Ll ZS By ml L A 3L IR 88 MDA 41 il VEGF 4 B¢
T, W A1 B9 55298 40 L VEGF 9 mRNA e B Hom
il VEGF 2 ik Fl 1f 45 £E A F JH 1 i ERK-NF-«B-
cMyc-p21 JE S, FEE R AT LB ¥ T IR
i T47-D 1 BT-474 1A f9 VEFG %3k, B4,
B RO K IR R I R B P DO A R T PR D R
SRy W R 1 Grb2 AR ZE G 67 A, AT 2R R 40
AR T2 R B R A S AN 7 MAPK i
BRWEIR AL ™) o X 19 198 1A 1A Ah T i A8 2B i 1 T Y
WroE W, & K 22 K@ i3 Akt-p70S6K-HIF-1« 18 1%
M6 VEGF 1y 43 o 4% # B W) 5@ &:F p21-HIF-1o 3
B VEGF 4330 % #5470 10487 A i fE 7
2.2 REFEE ZFMAMET EAMN G5 S
B S P R B2 AR 45 5 P 9 2 30 A5 U 400 IV %
i 5 356 Joi (] 285 B AN SIS B RG RE L R T is B A
X, PR ZBE L 00 A SO 5 o B PN BE 5 PI3K-
Akt, Ras-MAPK 3 % 25 ©. A M &, 20 i 4 £ 246 1
B B B T, K- RG A 1 RORG & B A
2.2.1 AR 428 AN B g 0y K g
A FH T B 200 A0 5 B (ECM) | I3 35 iR & 20 4043 4 %)
HABTEAL . S5 R A 10 B 1 K ik £ 95 S o 4 ) 2R
FI il (MMP) |, bR 34 Bl 75 2F 75 1l ) 3% 0% 71 55 . MMP
TERR AP A fE i R, BUE AR,

2T ) PR G | 4T A I ISR T 2
IR TR A>T R, BEAR DR B4 5 M L 4 ) MMP-9 438, &
A e T R I R B R L F R
WAL 1 R MMP-9 i) i 12-18 5 5% iR-13-2 2 £k
FESHFLIE MCF-7 MR ZTER " . X AR
WP ) SRR MDA-MB-231 46 Jfg, 1 25 1 &7 i 2
PG RS R, ML 2 DL SR AR O S
MMP-3 & PGP o M 2 A R i o T
& Bz AR AR A2 AR 90 i o 96 4 i MMP-2 il MMP-9
F9 20 90,400 o o 3 200 02 22 R T TR 20 A v
S8 S W B2 2 AT R N 4 B R SW480 41 it 4y b
MMP-2 Jr MMP-9'* 4 fz 2 34 i % 3 4 [ 1% A
21 4k A ROS ZKF 3 il L i MMP 36 £, R ALK 2
2 032 3 1 BEL A PR A e Y BT R E R

HA BN 28 Z IR (TPA ) BT B0 40 Ja 6 B 3= 8
TR VT, 5286 R, H 3= ZHL ) 2 FE AR TPA
55 1Y I HepG2 ZH i MMP-2 Fil MMP-9 {3 14 Jf:
SIEAHN mRNA 35 F ™, mREZMILE®
0 3 BEAR LT 4 Y HT-1080 41 s MMP-O {14 3 34 , Tfif
W ZE X WACH B ISEH . HE— B P e RS
S DRAG ) S s R R 35 2K R L 23 ) T B0 i) MMP-9 &
1 mRNA 55 g™,

2.2.2 ESSAEEE E-SKEALEE THEAMN
— 0 A B B A, R T R R RN RS S L)
RES RN B R A OC . E-F5A5 3 (110 T IR R T 44
R ) o A Y ORTRI R G ) (| I W A R R )
a3 3R AR A B8, 9B R L Rz - T R i Ak
(EMT) .

T AR RN @A T e, R R
R AR 28 0 TR S, AL R B B4
R 11 08, IR I IE 8 1 3Rk, Ik EMT @t
AR /N0 M il 9% AS49 41, 1 25 B Al a0 i
Aktl 5519 Smd3 & [ Thrl79 {7 & 09 85 @2 1k, #b 52
TS 1 B-55 R 2R 1, B kAR K T (TGF) -8,
S0 EMT, 54040 iE B fE 10 0 JE i & T i
T 4 9 A0 L (Y EMIT 3R | B I 40 i G T e
PRI E AR A M T o X = kSR
RN, A E 0] LLA S E-A5 RS & (1 Rk, ik
AR D W EMTY S R B #2087 5 T 5 5%
EMT , 4 75 AR 528 n] 45 Sy 4k 7 386 #5500 F 00 30
f3GYT o AR BE R 5 1 R IR T 259 sorafenib
B A I TR R A R 6 R 1387 A B E-
BRG 1 0 D R RT3 B A Sl EMT,
R0 R IR R
2.2.3 FHAETEMM(FAK) w40 M FAK 35 PR 0% 7
15 59 A 28 i L AT — AR G AR R )
258 7 TR0 i 0 11 ok e P e 7 A

Fo R 22 2 T B 0 W B16F10 41 g 19 FAK
BE DG 5 K FAK ZR (1 e Ak ol B2 B 2F 4R L 3h
T, BRAR AN M G B A 2 Az 3h By, 4 40 e i
B, [5) BE 9 40 1 %0 R . C57TBL/6) /) R B 6 2 98
B16F10 £ Jita fii %% A% 455 70 i th m] LLWLEE ), i W 78 R
L RAERN AN DL FAK b $E 5 % 4540 i 2B €0 208
BI6F10 21 a2 22T A 1OV Y o i iz 2% 42 ) i 4k
RO A K I T HGF IS B 6 KB it
B R , B 30 02 30 k) FAK, p21-3% £k 38 il ( p21-
activated kinases , PAK) E‘]ﬁ?’éﬁfz{t[m o KRB ZEMA
Wk /> B S 9 T 25 40 i FAK (B RR Ak /e . B
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WFS6HE S b M FAK 3% P R AE 0 B0 G % B0 0 A TRAILR, ( DR4, Apo2A,

FAK B AL, 30 ) 00 9 R R Rz 4 f 3 % , X i 100 4
R 95 £5 5 16 00 IO I 2 A AU I 4 D R X
Jih 928 20 e FAK 35 4 K 3 F% B 52 M oA U i 3 o
3 MhEApEATITE

AP TALE A S 2GR B TR &
e K Te s H g U)H K AEH . Caspases J&
PATUIE ) T 2R U, R 0 ok IS TR R RN
R e FEOE 21 e K A Bl 15 5 R TR AN (R, 20 B
T4 2R AR 5 15 37 1R T o 0% 34 72
3.1 Lkifkigfr  AEAEEZ, DNA 545 55 AT
Wt — RN G 5 5 T 5] i GOk AR B i P AR
KoMt C EAE 00 T 7 B, fith & Caspases
S N, B AN MU T Bel-2 K SRR AE &
BRI TR A R R P AE A . Bel-2 S5 AR 95 U fig
Al 43 i : Bel-2 , Bel-xl, Bel-w, Mcl-1 2840 H 15
Bax, Bak,Bad, Bid, Bim Z5{E #: 8 17—,

Bel-2 2 —FhEZ M- d B 7Y Bk
B, i e 25 BE A 4 ) Bel-2 5 A 75 B R 40 i 19 K 35
JF I8 Bax B Ik, FEAK Bel-2/Bax, fi 2 4 fd 4
T2 M Bz AR e R JE B4 KL A I HL-60 4
Murh Bel-2 K& L, 30 Bax 2R A0 & &, 15 500
7210 XS SW480 4 L, A e 2 Bk i R
Bel-2 19 3 ik 7K V- T & 45 HUsg /. RSK2 & 41
T I £ I I O = R S O i R e [ A
BAD Hl |38 Bel-2 BIfER " . 1L 2% M 45 4 7F RSK2
R YE I BE I 87 Val™ Bl Lys'™ |, ffi RSK2 & 19 2k
U5 B Bel /K P 13 55 8 400 160 2 11 BAD' 1L
WG YT I FT 3 PR AL 98 MKN28 il SGC7901 4
MR Bel2 ik, 3N H Bax ik, {fi Caspase-3,9 /K
B R AR T R AR I ok 1 B
B30 75 M 7 i L R, b 4R i B P 7 e A, S Bl A
Jita R C BRI, IE SR RE R IE T R
SRR R C FEus n] T30 ATP Ak 532 BH Al
ROS 77 2F , B — 401 S R 40 IR IR 3T 1% B9 i
I8 T HRIRYT AL E R A 0T A, A M T A
B, Bax, Caspase-3 , Caspase-9 FI 40 J}ig {4 2% C F ik
WY 13k, Bel-2 ik T . R 3 % n] o
T4 Bel-2 A1 Bel-xL, I+ Bax, i 5 3k 25 i 45 41 ifg
M,
3.2 EZREAE FETCECAR S N B b ST 2
TREE A 3l o 58 T2 45 4 3R P 0% Caspase-3 55 84 L Y
PR A A, SR T, FET 2 K S
RWFo e Hardn f 0 TR R S 22— RSk

. 222 -

TNFRS10A ), TRAIL-R, ( DR5, KILLER, TRICK2,
TNFRSF10B ), TRAIL-R3 ( DcRl, TRIDD, LIT ),
TRAIL-R, (DcR2, TRUNDD ) &5 . 1% BE 1= 32 4K (1 ic
A Ay i 98 IR B8 R 7 Ik R R %, A 85 TRAIL, FasL,
TNF, Apo3L, Apo2L &

v B I AR R R Wl -2 LA
% DUL45 F1 LNCaP 4 ffl iy TRAIL-R, 3 ik, 3% 58
TRAIL S M4 . BAEWRE RN, R %
MR 2R AS B a] JE /N B RAW264. 7 FIGE A
L #E FE T 52 /& TRAILR, %3k, #3% TRAIL i 5
AR T . 6T B Caki, ACHN FlI A498 4
Ji, i R ZE R 0] LA TRAIL A S 4 i Ji 1. 4%
RN A ) TRAIL HiGHt, = R 2R Al DLk
ERAE Y o AR 2 R W 2 Ak A W B 52 T LA
B s TRATL A5 (14 ol 98 40 0 T3 42, 0 1 firk 938 40
Jiid = A TRAIL $8$0. MHoE R A & O R M4
A Xk FE a] 4 fl RAW264.7 F O 4 g B 3% R
TRAIL-R, ik, {H /7 8 2 fl 4 & K K #1681 i
TRAIL > 5 09 B W 40 g 98 1=, H Bl A 1§
g,
4 DNA 5fa{fif¥Hidiz

A IR 85 DM 2R A ) D i DT Ak s
GAT Oy S S e 7 A ) AR R . DAL P 5
AL &, T2 80 BE i AR B R R A
IT 254 K 1 B
4.1 p53  IEE 40N AZ E MDM2 & (il B
A pS3 S PR AL TR SERE K -, DNA 5405 L B4
SRR = Tl T A AR A Y T R A D 5 PR T AR
Folt 7 A 5 TG pS3, 51 R AN [R) AR BE 1 I I
NI RSB E Rk EE . LA, p53 AKX A
AR SN AR, IS 40 R b Bel2 B Ak R
HE AR EEA T AR T 7 bR 408 Y, p53
29 B IR & A S DR 9 A8 | oy 40 i Bk R 98 AR oy
R R T A A K P TSR DNA 85
FEAEH, BRTIA 222 B p53 J& A 2K g 1% 22 5
W ZE ST XM= A 0 B K, pS3 B R
AT AR 43 - A5 W 2 Ak B T AR R R R B

Mk iz 2230 1 9 E SR 40 B 9 (9 ROS K-, 16
5 mRNA ) B2 B WA 2F pS3 JEH Rk, L fE
e & L p53 B YRR E M, 0 i R 40 i
g PR R R N FLARAE MCF-7 40 Jfg b B A
p53 AR E T A M B R A Y pS3 B
Mo AT p53 R UERN P p21/wafl 4K
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S AT R eyelin/ CDK ) JiE ) Wi R 4k 4 1T, 1 40
T R S BELAE 7E G 0, 400 ) bR 2l Y 5 —
TR 9 e BT B 2R (AR L R 22 R R R B AT
i 5 K B A5 A ] MDM2 8 (3% 4, 1 MDM2
HRE M H pS3 5 DNA (U454, B T ¥ 251k
W pS3 IR HEALR T
4.2 NF-xB 4 ffd A+ 5 4 a5 3% 18 /Y TNF 32 4K
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