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The Latest Research on Antitumor Mechanism of Quercetin
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Abgtraot Quercetin, the flavonoids widely existed in the nature, has a variety of physiological activities
including anti-tumor. The paper reviews its antitumor mechanism from inhibiting the proliferation by inducing the
apoptosis of tumor cells, preventing tumor cells invasion and metastasis, multi-drug resistance mechanism of

tumor, chemosensitization and improving the adverse reaction of antitumor drugs.
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T 43 ) 24 T DA 3 o5 IR A T AR A R

FTi e o Wik o — AR T B R R
1R SR BB A4, 23 o ARAR R, RE T
AL PUS PUL B PUR R PR PR AS P
e BCERE R A0 F ORI TS AR B,
AR E TR B B 2l A [R5 = i R %
AR -
| FEHRECHIHIEIE

20 0 T EH A R BT R 2 RS T s AR
R AR R AR T AR, E BRI FE 2ok
PRI IR T 52 I 42 22 R R 35 A B 1 B
(mitogen—activated protein kinase,MAPK) .#%
DEE AW WA EIRE, WAMRIETEI LA 5]
DNA R AN L, 728 FE 545 T, S A B0
- Ok R 2R il 5% Ik (Caspases) (AR A T & £,
1.1 ZRRERRE APk oT 5 2 1 28R R K

12« B bk B 41 B 985 -2 3[Rl (B-cell lymphoma/
leukemia 2,Bcl-2) Z i B 8 1285 AL T2
T EAR EAE AL T SRR L, 2R A 5
Dhae EELEE S e B A i ta R C, gl R CAE
H T Caspase FK & _LIiFf) proCaspase-9.3.7 27

@ K

VP R T 2, B 200G Caspase—3. i MCL-1
BT Bl 2EAFRENIH T EARR . TA
?@Eﬁ NZEPR R 4l i rp MCL-1 AR fE & R AR i =ik,
AJ B8 S R 4 B A R PR B 38 B s Bel-2-
A55001ated X(Bax) &2 —FM{E TR, e AN
Ji PN 2R 48 0 B AR U T AN, G Caspase—3,
SEMMIE T AR TR B Wi 2 e ) e
SN, i ST RERMIEEH . HA
[ 94 B2 A B2 32 KRR T 15 97 24.48.72 h
(1) MCF—7 FL IR s 40 My &, & W 1~100 MR B 11
Wi R 25 4 K Kr g Ik 32 B I MCF-7 40 Bl (1) 3% 0 A=
K R VK B ; Bax. Caspase R IEHE I . Be1-
2 RIEFRAR , X 7 M B 25 0@ 0 15 0 T A 4
it 384 B, ot L R R VR 9T RN T B R
HEHE AW ZEH T AN ma R PA-1, &
P AL FE 24 h 5, PA-1 40 3% 11 57 B AR
PR B 5 A 2 3R A0 Y PA-1 40 B Bel-2.Bel-x1
PR T4 T8 2>, 1 Caspase—3. Caspase—9.
Bid.Bad.Bax FI4H i 2 2 C Z- {2 14 F 48 i, $2
N 058 IR A 5% WA LS s o e 2 SN T /)
2 R 1 O S0 AT B P AR K
1.2 NMAPKIRTE MAPKI@EEE W] /) NN fAME 5T
il (extracellular signal-regulated protein
kinase,ERK1/2).p38 MAPK B¢ c—Jun N ¥ ik ik / N
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WS B B RS (c—Jun N-terminal kinase/
stress—activated protein kinase, JNK/SAPK),
o p38 AT INK A S A5 OO S 15 5 48 )
T2 5 ERK1/2 75 0% i, P40 i 1 5 i ke T 08 12 8%
RIETAEH .. A¥H M RIEH T ARARRE
Y1 ZR A3T5SM AT A3T5P, A 57 2 52 Ik JEE 0K ot 7 W
AR ASTESM 4H PR 1) v 1tk A3 5, 5 5 LR T
TR 575 — 4t B Pk A375P TG 2 i , 3 50X P 22 57 1)
J& K H A A 35 29 . Bax. p-JNK. p—p38 K& p-
ERK1/2 31K ¥ 0, 58 ADP #% $# 2 & I (cleaved
poly—ADP ribose polymerase,PARP)fll Bcl-2 %
I BRA , 3R BA M Bz Rl it MAPK i 12 5 28 ki AR & 4%
7% A3T5SM 4B T
1.3 Hi&E#E Survivin £ H -6 E A
(inhibitor of apoptosis protein, IAP)ZJE [
BRI, 2 TS A R BULIRY E5 5 1) ) T 4] X5, A
) T A ) BT %0 g ) A R R AL i B E
ER M, Survivin fEIR LAV 2 B R 2
Rk, MAE IR Ak 2R IEEA KL R
e 3 51T LN S A i 400 L 2% ONE2 A RIE 0T B2, 4
TR R Bz 38 AN AN S 9 B AR M 1 5 CNE2 41 i
P, A0 5 9 B AR P FHL % Wt A5 5 B 1
bR B c-Myc Al Survivin [ 2Rk, i3 i 47 5
CNE2 40 g () k3 5« K M RAER T
N IR R FE VR 41 & ACC-M, 45 5 3R WM 2 & i
% e 40 P e S 1 L FEL Y T G/ MO, i S R T, B
S TR) - 7R AR G R, BB 25k RS
ACC-M4H Jifg F Survivin mRNA ] 221k 7K P15 B A
IF) A2 1 B AR, 32 7 M 2 2% mT gead ik R A Sur-
vivin fFRIE KT A HEDUIRAE B2 145 A H
Janus & (Janus kinase 2, JAK2) /& — ff
B 2 AR S Z R WA , A2 Janus WER KR H— 1, 5
57 V5 2 07 40 B0 T RS S o g, BLRT T AT
T JAK2 7EVF 2 e b 2 3Rk, i) JAK2 5 5
T DA R AR K . B R I =N
KR F0H] JAK 25 5 5 S 40 B O 5 W &
PrIEFEAE 5 T JAK2 05 Jest 48 AR ) 9 T 0 3 WA
FH & 38 3 WG Caspase—3, $101 1) 41 i J& 31 28 A D1
(Cyclin-DD) #1185 M1 25 2 W Wl FL sh ¥ 2 & 1
(mTOR& 5 % T 2R 5 B, 1X = 3 52 i S I0& A
¥ 3/5 (signal transducer and activator of
transc-ription, STAT3/5) A1k ig B WLEF 3 J e/
A 3 B (phosphatidylinositide 3-kinase/
protein kinases, PI3K/AKT) 12 5 il ¥ i 355,
JAK2 BEIE STATs, J5 53 RAE Y JE MR 28 . STAT3
) AR A SR ) 5 ST 498 T R A1) R 8 o, R T

t @

WD, 5 2 B E (0 R A VIR 9% Rk JAK2 2 %
FUSTAT3 A STATS 263 , L T3 K be1-2 BHEE R
I, (L T3 K Bax A1 Bad 18 ,Cytoc Al Apaf—1ff]
VEE I, T S 2 Caspase—3 Fifl. WFFCUEH,
Wit iz 2538 1 #04) PT3K/AKT/mTOR A1 STAT3 15 5l %
755 J5UR VS H TR 28 400 95 1 A T

R4 P 20 L 188 5 P Wt {25 5300 B A 4 L 86 7
O34 AN AR AL N B S RS I TR R A T i AR
RIEZEBEBENERY. LA W RERERREH T
T T IS PP 2 7 6 W SR 5 B SR A D e
JERRIR IR R AN A 15 Wint (55 5 7 Vs i 35 il
A SR 2 R B A 32 M40 5% B8 1 (LRP5/6)
LZEE T Wnt—-Fz—LRP6 & &4, fih /% & 2285 3 19474
5% I LRP5/6 (W B R AL, , i FR AL 1Y) LRP5/6 1R 7] I &5
£ Axin, 115 Axin /1 T 1) B-catenin B FR 1k A B&
it 52 B, B TR Y B-catenin T &y I K E3E A
M, 5 T 40 P IR 7 5 9k 2L 08 5 R -7 52 A v i
BE R WREERER Cyclin D1 RE%S: FiRESE & N B
1% P Bl A Wnt (5 5 WK, I 5T () B-catenin 5
Axin.APC.GSK3 F1 CK1 J¥ i & &4 , CK1 F1 GSK3 AH
WAL B—catenin, {2 B-cateniniZ B4
1 T A4 B AR, BEL L B-catenin #E N\ 4H M i% , 35 1 40
Hil Wnt SRS R % A 243 F 22 3% ORI 2 4b
K iz 1 22 A 20 P 2R R B B2 25 R T 4l
WIE A Cyclin D1.COX2.DvL2 filAxin2, 415 B-
catenin ffIFRMEA <, $& i iz 2l 1A 5 DvL2 fll
Axin2 F55 5 ¥ M Wnt / B-catenin {5 5 il i,
T A B-catenin, MM Cyclin D1 2540y
BFE B o miRNAs &2 —RK L) 20~22 M
P& () /0N B R 4 B RNA 43 1, 5 3 5 R T K A
FIE R A AT O B g 1 R
K WU B, MR AT A 10 5 A0 v
PE I i E T2, B miR-22 ) Rk, #0
Wntl Al B—catenin [FJFRIE , T WNT1 A& miR22 [
55 , Mk miR-22 B A4 FH #0041 51w DA 9k 55 4 2 3
o I fe i 6 200 L G0 00 ) RN T 4 L R A B R
A LIS 5 5 miR-22 B Rk H s f i) Wnt 1/ 8-
catenin i@k M) O e 1) A=
c  HHIMBRE R

4R E H M (natrix metalloproteina—
ses,MMPs ) J& — 8% B 1Kt i) 2 (A /K e iilg , L
iet8g T2 A R 4 AR S L A MMP2 R MMPO 2 £
P ¥ A TV 784 52 B f 79 b 3 75 MMP's , 388 3 {1 33k 40 g
A0 I J5 % A AR 33 PR £ 28, AN AR AF7E £ Bl MMPs
0 77, B EOE 2 R &R R A A &
(tissue inhibitor of MMPs,TIMPs),Z ¥ Zi¥)
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AL E AN 6] (915 5 B A 2% 4E £ MMPs—TIMPs
7, W P R A 28 VRS . BT R B MR R
3 3R U MMP—2 T MMP—9 1) 22 328 SR 30 1) N okt 78
IR U 251 41 kAL AR 2810,

BN A2 KA L5 e, 15 1 s e i
W FHAD A E N EBEY) . BRI, N iR
WO TN R 2 MR B T R, Toll A 2 4K
(toll-like receptors,TLRs) & —Fhi% 5 572k 5K
T, AT HS B G 2R BRI SR AR A O 4 T, TR
Bl 1 22 40 v b L EAE {22 TLRs B930S ] g
SEUEAE R RGN E I i TLRA K HL A BE &
I3 AR - 88 (Myd88) [ ik , i R Ui i s A ¥
NF—«B, 33 1M 438 56 A JitiJe 40 g A549 ATH1299 frI1R 2%
Re /1. AP 2 &) LA FE
FOAE T 01975 F11 A549 filifig 40 bk , K ILAES wm
i, Ni X H1975 A1 A549 41 i )3T £ A2 28 7 5%
PR ZE G 5 ML A WX NI T 1) AB49 41 f
23 WA TL-18- IL—6 TNF-o Al TL—10 25 41 Jf [K] 1
WA B A GIAE o R 2 R B e i
2 ZAH] T A549 4 il TLR4 A1 Myd88 ity mRNA 11 55
H 3218, FEAK T A549 41 B+ TKKB A TxB [1) 1 R
b BEAK T p65 (NF-kB) [ 1% R IE KT, BRI T 5
12 28 FH ¢ 1 52 0 4 & 2 (1 8 MMP-9 I 3R 18, 127
Wil 2 253 5 TLR4/NF—«B {5 5 38 1% %6 Ni % S 19 A
JIi i 4 A2 28 R T AR TR AR F

MiR-16 i 314 2= 52 e i 98 4 P 1 3L 7% 1= 28
2 MMP—9 1 MMP-2 7K ~F , 1 22 (Al HOXA10 (112 & 1E
FH R ES 1 miR-16 X 1608 fI 52 . A 243
Witz AR T BB B O e e B R BE AL 4, 45
T miR-16 (K] Fi5 B 58 , HOXA10 /K P P& K s miR-16
1) 3k 2 325 BB ) HOXA10 R el [ 101 fis e 411 P ) 3
J& , BELWT 40 B 1 A7 3% B RS 2% , 3R WA R 250
T 3 5 miR—16 a2k , e B I 35 K] HOXA 10 Sk BELBr 11
i g 200 L g

9B 40l (cancer stem cells,CSCs) 59
Yk J BT BT M R R B A 5, CD44.CD133
LAt U 40 PR A T 7 e T AR 35 5 4 i T
TR 47 92 TR S8 4 P 5 2 b 4 i PP 45 $534 , 1T CD44”
A1 CD44" /B H1/CD133 K AL, 25 55 iy 271 it Ji 9 44
ML 0. 1%, MK 2 —FP 2 DhRe R &5 & 14
PR AR KR, B T R T AR i
I8 AR RS 22 P AE ) 7 T g MK 7E 22 Pl he s
RKiE, SWEARME. BFFCRBL, B A R
F6F PC3 |1 41 iR g8 40 B A CD44°/CD133" T4 fi 5
o MM EE AR, S5 BE I A B, MKs TRNA
MG Bz 25 B I8 F o8 A 0 PR AR 0 B A7 05 2R 1

+ @ H K

ST, I S BG4 A BH A s MK 3 DR
A B 5 48 5 A R 26 CD44°/CD1 333 A% 1 41 il F
Ho BeAbh, BRE 6 Y730 vl # | PT3KAKT #1ERK1/2
[ T B2 4K, , 441K p38  ABCG2 11 NF—«B [K) 2 11 £ ik
2% B MK AT 38 i N 1 PI3K/AKT A1 MAPK/ERK i%& 45 3%
oo A 7 26T T 2 B e T T R A R R R
PR FM R AT VR YT T RE & BT X CSCs B K
TEFE AN 24 1 EE ZE SR, CD44'/CD24 /& FL e
TY R R ARICY) . B S E 058 7 M B2 &= %
CD44'/CD24™ L fiw 98 - 40 Jia () 52 ) , 45 SR m A\ At
B JE T 40 Y BE L v FE A2 D, B B o BR A
CyclinD1.BcL-2.m-TOR.p-m-TOR.PI3K.p-PI3K.
Akt. p—-Akt. M ¥ 2 % 1K (Estrogenreceptora,
ERoO) [PR334 R 1, 3 B B2 25 @ ik PT3K/Akt/
mTOR {5 5 18 2 K FE P AL IR T4 R AEF o 1 FRac
(1T 1 AT RE S R 5 Al ks A e

FOIR 5% IR 3 2% 52 4K 1 (parathyroid hormone
receptor 1,PTHRD) & — G & A 14K, 7R3
A AT Tz RIE . A S M R = AE
F T8 AR 40 M 52 U20S and Saos—2, 45 54
B 432 28 FE A B 2 ek /b, 40 B % 77 FAAIG s PTHRI
MMP—2 F1 MMP-9 [#] mRNA 3k 7K~F T, 2414 )8
B [ T8t 40 /31 751 TIMP—1 A1 TIMP—2 [¥) mRNA 2% 3 7K °F
Ft 5 s PTHRY i 5% J i iz 2 4100 1) 38 5 A0 4= 284 H
I 4 0, R WM B K ik e PTHRL #0 i) N %%
T 1 PR R0 400 S PR 42 2% 8 B S B B R A
3 WIRNAPEBAYImZM

H by &8 2 N TR IT  H 2 2
fif # (mul ti-drug resistant,MDR) ) H B0 A2 5200
I LT B B R B o IR & — PP 40 IR 2 1 1
HIT 2590, BE A R Bl 88 441 Bt HF (%) DNA, M T £ 441 il
NPT FEP . Bim B A& —FBel -2 R FH T &
SRR, 8 AT M 2Rk 4, 1 17 18 75 40 A
T HERE . S TE ARV IT T MR 2 IR 265 A
% O 96 4011 PR 2R T24 1RT 52, SIZIG 45 3R B MR B &R
A S 25 I 3R T X T 24 T24 21 O 1 3% 107 1% P A0 i
ST, E IR 2 T24 44 g Bim £ (1 (1)
FaK /NP0 RNA $1) Bim 2 (R (1) 20K )5 , #it
Bz 200 0 IR0 T e R B 2 ek 55 , R B Bim &R
2 MU 243 FB It 9 4 A o )V PR Ao AT o ik
Y5 Bak\Bax & 1 47 AH LA FH 12 328 N80T i 98 248 it
2 7 A i L3 10 T R, 5 5 4 D (5 R C AT Smac/
DTABLO M\ £ i A4 A % ikt 31 41 g 3 5 o 2% 5
Caspase—9 fll Caspase-3 i& 1k . 3 M i 2 fE 18
i Bim—Bak/Bax i 42 $& v A i 24 1% Bt Je8 4 B %)
AL P B o



o] e % R

Western Journal of Traditional Chinese Medicine,2022 Vol.35 No.10

i 98 441 L fi6 % 3 sk 22 AL s T 52 0k 98 24
¥, b 2 —18] J5i % 4k Cepithelial-mesenchymal
transformation, EMT) B & H i i A B B ) —F
T HE T R B 2 AE BT N N R A A4 s A
Jfl 2 HCCC-9810, A B K2 2= - &R Bk e BV F|
BRI Z2 75 fih 3% 55 1) B8 0% 751 K 8 M ) ) HOCC-
9810 4 il I A7 ¥ » 2BHX 2 mol /L ¥4 & M 2 2
%V B TR MR Bz 25 T b B HCCC-9810 4 Jitd i % Vi 3
R X b = A R 2 ) R, R R
HCCC-9810 £ g w117 7] 53 40 Y b5 X 4 N-Cadherin
Al Vimentin ff) ik , i b 5 40 B bR iR 4 E-
Cadherin [J3RiE . b 7 SR U5 AR 9% P i 8 4 B ( 1=
T B RECET 20 e SRR R R, TR SRR A R
B LR, — SR A — 2 W 4l R RAE ,
TEAYT I FE A, HT R 259 Re % % 5 I R 4 i
EMT , {3 Jifr 8 4 L 7 350 4 1) o 200 P e 12 5 B 2%
2 LN R RE T . MR 2% e i 4 )
JIEL 57 968 40 L 2% BMIT L 38 ¢ o 988 1) 25 A 5 78 BT I R
BN B R TT B A TR R AN E

ATP 45 & £ (ATP-binding cassette,ABC) %%
BRI ZRIA, 2 MDR FIALE] 2 —. W P-HEERE
(P-gp/ABCB1) 1 £ 241 24 #H 55 2 [ (MRPs /ABCCs)
PR 7 AT 23 KA U . O T 3R R R
ST ) AT BB, A 2 PR B R AR T N
4 iy & BEL-7402 F1 2 24 it 24 41 fifd 5 BEL/5-Fu, 4%
B2 W 2 25 kb %) BEL/5-Fu 48 il & H ABCBI.
ABCC1 #1 ABCC2 ) mRNA #1125 (9 ik N, ABC #5iz
B ATEALTT 2590 00 43 A1 AV Bk S8 10 [ 4 T 24
AIFRAS RN 245 i R ER T ER , X iz s A
JHF Je 110 e 2R A2 7 AR 22 2T 24 1 EE ML
— ‘BRI 1 2 AP 2450 DR A I e

T S M R AR BT PCO/GRCE JEE 2
IRAS i 245 1 NSCLC 4t B iR ) » 45 S & I Rz 3R ]
HF 2 401 PCO/GR A0 A 39 5 , FF RIR AKX R
SxHIEAM L, nT 2 AN H T, Stat3 & I HIIE
IR R, H R B PE T A R A Me1-1 Rk TR
VR HS » 2 WM 3R %6 PCO/GR 41 i HL A5 B 5 e 47 ik
JREVEF  /E ML AT R 5 STAT3 /Mc1-1 AN 5 1Y
S0V T B IR 96 . STATS 76 40 Jf (1 B4 48 L 404K
TE5 « JRE S LA I8 A 1 2 2 ANk R v R I
FEEAE FH , STATS 35 A6 5 it 24 % V) AH 0%, 15 sk
YT Jf AH EL , TR 245 20 B2 b STATS 3% 14 B8 5, 3171 1
STAT3 3 M AT A i 4 9 3% JE 19 NSCLC 4 e £

M AR FLAL & P22 A8 (receptor for advan—
ced glycation end products,RAGE){EAR[E] H{=Z
SRR T AR R A R EEAER, ]

t @

fird 2 Jiok e o ) 7 P AR N 25 . S R &R
1 FH T3 38 1 A 40 SRR MTA Paca—2 FIA& e firt
T 75 At VB J FU e 4 AR MTA Paca—2°™", 45 5L R
MIA Paca—2 FIMIA Paca—2"""4f fd | RAGE %F & 1
siRNA #% 4L 68 T 1 RAGE HY 3R 3L , J8 ok #1 #1] PI3K/
AKT/mTOR G 2% , A 1T 4900 1) 200 JH 0 1« 15 W Rt 75 Aty
HiESFRM R AEEER . BbAh, 78 RAGE 3 [H i bR
Y11, MDR 1 f 2 35 th 52 B3N], 27~ 41 RAGE fg
BH1E 25 PUAthy o HE. B B R B LT RAGE
DUBRI 2 25 20U, B RE A RO A H1] RAGE [ 33K,
TF 53¢ B, 2 25 6015 40 i CYP1B1 B A B ok 11
HOHIVE L, H AT CYPIBI i 2234 = [ 14 MDA-MB-
468 FL R I 41 P 040 T 1T 24 5 4 i
4 MANRRBITIHEIER

IR BE IR AR S 12155 S RCAAR (TNF-related
apoptosis—inducing ligand,TRAIL)/&—FfhEH
JEFEE AT S AN R TR 259 o 9 A AR
TR K R B TRATL Bt i 41 Ji 8 401 At &% PC3
YRR 5208, TRATL 156 it 52 28 6F PC3 1T 40 a3 )
FH R AP 1% SR B 2w T TRAIL HyR T 4,
TRATL 1B & #it Jz 2596 97 20 SIRT1 Rk /K7 & Z 1%
T TRATL B3R 97 41, TRATL BES 4 B 296 97 40 DR5
Fik K JROS 7K *F- % Caspase—8.Caspase—3 itk
AP35 55 2 7 T TRATL B3R T 41, TRATL+Hf i &+
STRT1 Jii i 20 2 TRATL+# 7 25 +N- 2, 1k 2F e &= R
20 PC3 1) 40 a3 7 0 1) 2 A0 T2 5 5 R 1 i IR
T TRATIL BE AW e 4. B8 M £ S
TRATL b 33 5 Ji 96 41 10, 390 L 368 3 o5 A% 28 4 4
A 3% T HE TRATL 5 S 10 40 B v T2, Bk %
BH3-only % [ Bid 3£ K] 5 TRATL/#i 2 2515 5 1 41
P02 5 2 S B UE S T iX — . dHM A 1
BRI & A (eytokine like inhibitory protein,
cFLIP) )3 33k AT DL A R 9% R TRATL/# iz 2%
75 5 110 JE R e A B U T, ARz 2% DA B AR )
S e~ jun N i CINKD , — 77 THT INK F 307G
A58 g I g 40 R TRATL 75 5 00 40 LR T2 R, 3
—J7 T R[5 3 cFLIP [ 8 1 B A4 B i, {75 cFLIP
RIB KT 2B T B

ST 40 1EFEAE A — P G VA 7 AT I
PRAR G , BIF 55 5% 300l 982 40 JH % T 41 B 2 b VA o7
(BB I, 75 T & L Ath 25 4 12 vy ST 4l g Xt
JibRE A P AR B 1 . SR AT MR R B I R Ak
H 925 41 B &R Huh7 B S5 2% 19 55 ST HI 40 i 551
SR AE Huh7 40 Jifd o 6 e MCL—1 5 R i , Mt iz 35 %F
ST 20 D 1 Bl [5) 25087 52 380 B 2 40 ] 5 ST 41 g + #k
J% 2% 2H Huh7 41l ffl Caspase—9.Caspase—3 [ 14 f&
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A 5 2R C R I35 Y2 35 v T T 4 i 2H A e
Ky ST 4 M +MCL—1 JFURL ., 2% W 4t e 2 3d it T~ i
Huh7 4 ffg o MCL—1 [ 3R 1A S 3% 538 ST 4f g Xof JiT- e
AL ZR Huh7 1) 5 A5 36 1

5-FUC5—H IR M5 NE ) /& — il DNA 3451 254, fig
I I3 4 i DNA 1R %, 175 5 ey 248 e b N R 1
. c-Junsg — MR EE, B TR
EEE L ZEROR 52 U INKR T 2
J68 241 1Y) DNA 52 5-FU %5 25 #4547 ), INK 2 22 K
AR TEAG T30S e Jun, 2 BRI L . B FUEREH,
R AL 1) c— Jun AN BE AR J2F i 8 48 i 11 184 5 A1 4%
F& AIHIRE T, 000 H o Jun B & FERER AL 2 S EUN
R A AT SR E AL BRI A
B, Mt R AT o~ Jun/ATF2/Be 1 -xL g 4248 5
5-FU ST B Jis 40 B 2 b A4 i A2 A T2 5 v
S B/METRERIU

i B2 2 R BAT O ORI I B e 2
THEBRT . A5 AT R 3 T TR R 5 R AL B
T gL % R I N U 5337 B 2 M e 48 A (ES-2-
Luce) 5 KI5 B 25 25 L 25 LA LG, Wi 25+ P 25 2
AL Tl A1 CRM /K- FAR , B k4 25 ) , B 45
AT AW N R L = S 4> F (left ventri-
cular ejection fraction, LVEF) Fl 4f 45 4 #
(fractional shortening,FS)HH & T[4, 3 BHMi
FOOT R R 5T 1O R RV B B R B A
BT ST BT, M Bz 2R A I e T U 0 Akt BERRAL, ,
MAIHLMyostatin IIE , Xf i ZEK A 51 EE AL
W4 LA R ER™ . §F5 R, 5-FuiGyr At
ST P (GPx M GSHD T B 2758 5-Fu T UL
LT FFF FR o3 B2 AT 520, T R 2R 0E 4
1 T B A5 A 7R 1R 9 M Ok o SR Ak . BT BT
.
& Hto

M4 W %A K K F (vascular endothelial
growth factor, VEGE) #2 5 Wi I 98 1ML 5 A= i ) =B
PR Z —, E R W3 (R N R 20 R RS 5 L B it
BRI SAERE A% . W FUR B, M R
il VEGF [ 2 , 4] I 48 A= i, 32F T 552 M) S MUA S
NPC—039 4t Jfa fry 35 £

A {7 5 38 2% 08 I 3 Sk TR Nef2 6F Ak e
JEAE 5 A8 & R, Ne£2 (1) 3800 % 480 A6 452 453 (H,0,)
B8 2 1A R VR, H SR 4l B A7 JE
T AE I B R 3E NF-«B p50 % Ar B4 fu #% 5 45—
S B I 9 2 i R P, NF—B X6 200 i P9 4R Ak 38 TR
A BUK, 32 ROS 1 INOS 1175 , NF-«B (#1305 A B

+ @ H K

T AL M P S S E AR IS o BRI A

FTE 25 pum B XF AR EE 24 h (9 N 3 IL995 41 AR NBA SR A

PR R, AT AR AN A% N R S AP B AL i (SODD

54 A (5-L0X) K Nrf2 ()& o[RS % Hh NF-

kB p65 ()& I IN, o i v B T HR SR

AP AZ 1 NF-B  p50 7K~ 14 76 B B R M , 2% WAt B

FOE IS B AT R HE T NB4 A A ) R 1 4
R B BRI A B I (AMP-activated protein

kinase, AMPK) /2 1 2 41 Jf e B A i) S B 0 1

T J 1 W o R B 52 4 i o R AR ) T A, R

T Ji 63 40 e o 6 A7 AE e B AR 25 LA AMPK J800%
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