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Abstract: EGCG is not only an important active component in tea extract, but also one of the most potential chemopreventive
agents. EGCG has obvious impacts on a variety of signaling pathways in cancer cells, thus leading to the inhibition of cancer cell
proliferation, accelerating apoptosis and suppressing cell migration and invasion. Current research is focused on MAPK, PI3K-

Akt, NF-«xB and other signaling pathways. In this paper, the effect of EGCG on different signal transduction chains is summarized.
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NN T B 4 Y s N s RS Sl R e S R
L, FEANRGE S5 TR R, (E40 M T etk
AERORAR, R R R 2 (R R W, B4 i AT DL AE
ANTRI PRI 5 e 3308 i (4l 0 0 2 (1 MK M i (C DIKs)
Xof 2 g W 2 1 i (caspases) . Bel-2 SR 0. LRk
KB F2ZIR(EGFR). PISK-AKT. MAPK Fl NF-«B %5
SATIRAER, X 0] BE A2 1 Y D B Rk S
TR S WA L Ih e, A AT eEe . B IE R W,
EGCG il 4 Mg i 2 A ERIBOC R, mkJE R
IR S (¥) EGCG X 1] — A5 5 4 57 A= [ 35 AR AN [r] 81
AR SO A AR EGCG WS AN Rl 41 il [ 4555 1 510 I 45 52 1
(B T AT 2534 .

1 EGCG X MAPK 5K m

22 B4 5T AL B 1 30 (mitogen-activated protein kinase
pathway, MAPK)IM &40 iy B WE 5% &R,
TE 240 10 1) 20 AP 8 e 0 e 988 P 7 A B R v S AR
MAPK FZAFELLUN 4 28 A MAME 5 0 1 5 (ERK) |
c-Jun FHEA I IEF(INK) . p38 J LL M K 22 54 J5ii 4k
W E P (BMKI/ERKS) . Hoh ERK 130T 15 40 i 14 5E A
s INK 55 20 Jf SO 40 L R A7 ¢ p38 5 4E [ .
A K: BMKI/ERKS 7 fiE-55 A1 a1t SR A i 11 5

I A T (COX) A A2 11T 51 IR 35 A 1 1) B Sl 20 B
TEMEFLB) A 2 2/ DA 8. COX-1 HCOX-2,
1Ml COX-2 WM 322 5 4 E e VB, Park 5V H Bz 41
Jitl % Raw264.7 1 5¢ EGCG X i 41| it %5 E2(PGE2) ¥ 2E J I
R BRI PRl -2(COX-2) 75 251 PGE2 I R IA 15
W, 25 REW, EGCG nJLh L COX-2 &L IF {24l
PGE2 142 i. MAPK {5 5l {F EGCG /5 F ik COX-2.
MEK #II5(MEK /& MAPK {5554 53l % (3R 19) BLLE
EGCG 53 COX-2 [13R 1A, AR eI AN (H 1 oI 2 W
T3 WAV 461 391 ok 35 1 i COX-2 R IA M PGE2 I k. 1%
FRIE 1T UGIE T EGCG /'3 COX-2 (IR IAFI PGE2 [ A 1
5 ERK FIEE 1 - 2 R ol R Wi A5 5 i 7 O

EGCG 1 FH T A [R] 1yt 40 f v] AL % MAPK 3 2% 4
H ) 2 AN E ST R ST . Zhao Yanbo SERORIAF ST LE
B T EGCGAZHE N I Bz 4il i v PR i i e = 5 ke i) ide e B 1
43(Cx43) MIBUERN T, X &ilid ERK 1 MAP Jii
PR LASCILY . Koh S5RUEF ST EGCG 7 I s i 4 i v
HIHGF I M ERE, 45 R W EGCG R 1 % M HGF
75T Met BERRAL. 410 2E KR AT MMP-2 5 MMP-9
M1k . EGCG FHIWT HGF 53 (1) c-Met 1% {1k BRI 1 Ui i
fif AKT A1 ERK FIW§i: 1k, EGCG #lifil p-AKT il p-ERK

5110 p38. JNK. Caspase-3 [ ¢ ADP- IR M Al H
Ko Wu Haitao S50 A A FULE N AR JE LG B 11 105
KU812 41 it - EGCG X IL-13FE K 5 K54 . 45 R EGCG
BT IL-13 BRI KL . EGCG AP )G, B %
FIBAL. MRNA £k B, DNA &5880E T 41 A%
K7 (NFATCL)IL-13 J3 8 T [1iE 1 . X Le#iZ I EGCG 1r
KU812 il iy - mJ LLIE ik INK 4t NFATcL i&12 5 1L-13
MKiE. REH(PGN)%ES ERKL/2. p38 Al INK s
bk EGCG LA Mgt 77 Xl . 39 EGCG it 5
Pt A1 WL 1T 52 44 67KD 2 R 1% B 11 2 AR 45 A5 1 22 PGN 75
T MAPK 5 538 3 105 P el

N Bz 48 002 40 L (NHE K) 2 5 75 58 A 2 T 2B
H:0: I MAPK {5 5 1l % I i IR . Katiyar S04 (1) fiff
FUIF ] EGCG HEME I NHEK £ 58 SN 5 5675 3 5 40 T Y
B H-0: (17111 Ho0: /3] ERK. INK F1 p38 MAPK
15 5B BRI . X8 EGCG W LU VAT IR Ah
| — R ) R Ik 9 0 T R o e A B AR B

SR, EGCG X MAPK {553t i [ VE I ATH AR A7AE 5
Wo Wi LiRIFFE, EGCG X MAPK {5 5 Ml #% 1 i 5 (1
BAREEINEIE . EGCG ] LA 40 i 4 5 18 1 ity
1 F1 2(ERK1/2) kML, #1H) p38 MAPK 7E A\ 414k P98
HT1080 4 g T ¥y LS. SR, EGCG Mk R INAEAN
JFH9E HepG2-C8 4 Jfd Hh LAFR et A ik ] < 4t 1) 7 =ity 3
MAPKS(ERK. INK 1 P38). 1LH/E [ EGCG i i I
MAPK 73/ 5 8 1 55 R ) 3R 0A T e 9 52 1)
EGCG 5l MAPK i 1) 45 Wi 5 35040 fa g el

2 EGCG %} PI3K-AKT 2B K

W NR LT -3- W (PISK) F A b A= KR 7 32 443
A5 P 3 B LEE NG . PISK (AR B AE b o A5
s &R 2 Ma N E A, NnER—ME 5%
WEAEY . BARTMRAEsD, W EgmE. 51k,
A FT B AL, PIBK ML Moy T2 %R | s iR ik
1 AR JT AL R IR 5 B e RE A DGR R, A
WA 0. PIBK-AKt {5 Sl B /g oE i, I LAyl
—RA N, SRR AR WM.
VEZ2 o0 40 B 10 A7 35 AZE K PISK-AKE {5 5 3 B AT 16
#, AR5 5 s S, BA KT Akt Bl
J AR K g 25 52 BT 46 P ol

ILE N E A VFZIFSTIE Y] EGCG fgtig il PISK-Akt
15 5 30 X 22 s A0 R EAT R o PR IDE e A5 Lo R £
TILR R K& TR EGCG it PI3K-AKT il i s A B j
BGC-823 4 i il 4= (1) 73 T AL 5L K B, EGCG fefis
14 BGC-823 4t il (4= K« EGCG W] LA F i PIBK-AKT 15
T B B 1 AKE R R Ah R IA DL SR U AR G R
F1 Cyclin D1 [f3IA. 1ZSEH50UF EGCG fghg il it PI3K-
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Akt 55 10 % R 75 5 A A0 ) R BRSO ST
W] p-Akt 1 [ 1% IA1E EGCG+AIR(BA | 558) 4148 AIR
HEER, EREEP <0.01), FEIMiEY EGCG Xf
O WLAH PR A | S B AR E I, $E X Rl R
YERITT B85 EGCG WUiE 41 e Iy PISK-AKT {5 5 % Tl B A7
Ko ZHAEFLWG EGCG 1R T ARSIt T24 41/, KIN
EGCG feWS T T24 41 ffl Caspase-3 Fl1 PARP, 1 phospho-
Thr308-Akt F1 phospho-Ser473-Akt [ 5 ZE W AL, {H
t-Akt KA, R EGCG i T A B btss T24 41 1211
VE T AT BEFNFIH] PISK-AKt {5 538 4 I B0S AT 5% B4,
R F R RARF ST K I EGC G AE I 3005 T 40 i Bk
SMMC27721 (%A RE T, T4 p-Akt(sel473) A
[k kA EGCG ¥R JE 34 n i &t B, i EGCG 7]
T P AKE AT T S R A T

E /M H 2 55T EGCG 5 PISK-AKt {5 5 18 #% [ A
KWL, EGCG BRI AT LI PI3K/AKL TR, R
R FT LAY Bel-2 G 1, Joam 2 45 Hn] DU 57
D6 T8 40 L ) 121281, EGCG ik A AE AR At i BH1E Akt 43
TR N R AT BB 4 1 (vasoendothelial-cadherin,  VE-
cadherin) i ER A FI R SR AN LS P 2 A=K K 1~(VEGF) 5
S A R, XKW EGCG HLAT M Akt 15 5 10 B (1)
YEFH . WEoEHE—20 R B EGCG ) Sk 25135 IR 92 41
YCU-H891 1 MDA-MB-231 FLA#a 41 L (1) Akt. EGFR Fll
Stat3 2 TS . Larsen Z5217E L4 EGCG Al Met ]I
Hi177) SUL1274(X 9 & #B4F  HCT116 A 45 7 41 i Met 5
SRR, AL EGCG F1 SU11274 #ii] Met BfR 1k
JKFEIY 1 Cso /43 531 2 3.0 umol/L £10.05 umol/L, [FNF
UiE Erk A AKE {5 518 B a0 . PRSP A R Ak T
Sumol/L MK JERS, EGCG Lt SU11274 5 A PR 4N i i%
PEFIIGGE . H4h, Bartholome ZER6HIER] EGCG A LAY
Rr e gk v N B 47 4 RF 40 Mo 1) FoxO #4536 K F. 1umol/L
] EGCG #ill 3% FoxO s N1 M i% 45 5 DNA [ 455
Mo IXANRCRAE Bk P EGCG(100 wmol/L) 4511 R # B
i, R EGCG {13 41 M s SR b A i S A &L,
W PI3K/AKt {55 91 HEE0 FoxO MG, ¥ FoxO fif
Rt BHE R DNA 45680

IeAk, Aller ZR2MHF5TIE ] EGCG M PISK-AKt {5
AL T3 R BUE 0 S A — AN EE AL : EGCG 2
—ANPI3K Al mTOR K ATP se 4+l 5. Aller 252753 41
PI3K {5 510 % 70 K AR 4 i v Ak T3 R, A
& LB i A% 9% AR B ) B2 Ik 57 AR T 2 R T I UK
s R I PTEN J 8 400570 ) 3G o X — T % 1) %
B O OB TT IR R . EGCG #i PIBK Al
MmTOR FIZ 7 FI e AR FRR LA DG, k4, EGCG &4
il MDA-MB-231 1 A549 il Jfa 145 LA & Akt IR 1L o

ST AR EGCG R85 PISK I 3= BEyE Pk 547 45
SR, X— kN5 EGCG &4 ATP 454 —3en,

3 EGCGX NF-xBfEE@EBKEH

FAT, BT « B(NF-xB)f5 Sl 2kl &
FERE AN M AR T RE L U N R L e AR
REFE A B EEAEA . 55l NF-xB A L
ANEIE ST W NF-xB. 1kB. IKK, HH' NF- xB 2
XA B P OB R 1, BRI VR T 1 DG B A

Giakoustidis “52HiE I EGCG n] LA /R If / FH#EE)
5 (10 20 R T T A6 NF- « B F c-Jun {35 546 S % .
TENK (A4S 4 L N EGCG mf LLIE 414 | « B o 77
0 0 5 v P i DA T 05 NIF- B 6 3% 380 40 R A% 1 A
SiiL, 5 R A (AR . AE A431 4l
EGCG REFFARAN Ml A 40 f % h NF- x B I7KF, I HoRg
LA 2 0 11 7 A ) b 98 IR BE R TNF- o BTN B 32
LPS /5 NF- kB [{351LBY, EGCG W nf LUl ATP i &
NF- B 0B 5 (4 i/ 25 IL-1B 5 5 NF- x B 6B,
Jeong “5BL HLAE N K 41 HT-29 7, EGCG figy
DR ZHEE S 1« B o (KRR AL .

4 EGCG *f p53 {55 @B HZEm

Gupta FFBOCZUE B LERT A IRE 40 L LNCaP i,
EGCG 1 33 p53 1 fl A I35 1. EGCG fE 8 521 p53
DA R Ik HL R e B SR s M, AT B R i
Hbsn p2l1WAFL F1 Bax - HiFSIEAMMBET . EANK
JHan i, EGCG fighs B33 N p53 F1 p2lWAFL & [
MR, 3040 M A WIBRAEES . Roy S BORA 5t B
EGCG fig 11} p53 & 11 3¢ik K I 15 {7 22 2 MR B R Ak /K F
{f Bax/Bel-2 {H K, {RRE4ifMT:. 54k, Yamauchi
SEEH 4N M AT IS, KB EGCG i 40 B 1
[fe ) 515 5 M ps3 1 K.

5 EGCG xtHAhfz 58K K2 m

51 NS FEAEKEF(IGR)fE 5 i
FTHREIE ST 3 W I EGCG 15 F -+ A RT 51 sz PC3 41
)G, KBLEGCG %f PC3 4l 2k KA W B Rl 1E A,
WG ST, X PR E 1 ) R IR A
NKFR. IGF-1 5 IGF- 1Al LU PC3 41 e 48 . 1
4N TS, EGCG w LABHBIAMEYE IGF-T  I1GF- 11 Xf
PC3 I Higi/b PC3 4 ffufe AR K F b 3 WA 14 IGF- T
FIGF-11 « EGCG i 1] LA BH W7t #MJE P IGF-TT 3% PC3 41
L IGF-1 mRNA F1IGF-1I mRNA %3 Fifl. 4k, 4
S IGE- T ANIGE- 11 A] DUERE IGF 15 5 1l % Z 48 G
[A7 p- IGF-1 B R £ 11} p-Akt & (1% ik, EGCG 1l LA
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FOHI AT H e PC3 4 RIKIZFh KA, I H AT LA BH W7 4
P IGF- 1 F1 1GF- 11 %3 9 b IR 7 1 L v s /e A o
52  (pRb)-E2F/DP i %

Ahmad 5B 57 EGCG XM K 41 g J8 2 55 (pRb)-
E2F/DP 18 % P GE AF A s o Gz B0 7y By & 1
EGCG Ab#E A431 41 3305 pRb LA R RO~
e, R E 0 pRb AHXTE BT m . WFE R,
EGCG 4 LA R Tl 4 i P 1 75 281 4 pRb 2 1 5T Bk
Bk, Bl p130 M1 pl07. 3XFh S N Ff Bl 5 i s I 1
E2F A K% M 3 — RAARE R DPL Al DP2 KI& N i,
Rk, wLAf3H EGCG fig M fEM 1L pRb &1, [N
R TR AL 1) pRb A A B0, 3% st SR S ] A 1)
HH E2F . 3X— 241 (1% DA 254 4t o 1 38 45 B 7 Go/ G B I
SEMPH T ZREH A5 E R pRb-E2F/DP i %
25 EGCG Bl FE A4l Mo T 4E
53  Nrf2-ARE 15 510 %

R 22 (1) UF 41 3 B AR B S DR - B2 AHOG IR 35 2
(Nrf2) A FHUEA SN TCE(ARES) B VR 22 41 A 3 il (£
FEAWEH Bk S- # B (GST). NAD(P)H FEE J5ifig . i
LLEMARE(HO-1) . MM W - W - 38 DR Fokr
AR IR G- 7 %R 1 e 2 I 2 B I R0 73 e H
G REAE), BT AT A B B B0 TUR A R
T AAR - g B i 2 o PR A = AR R i v . R BR S 4k Nrf-ARE
15 5 30 8% Bl N A — P A S0 A TR i RE ) g 400
EGCG ik I REHS I Nrf2 IR s v ARE IRI45 &g )k,
FLAEMOS B WREUREAN M . b % R P9 Rz 4 i v Nirf2 Ay
5 HO-1 JLH kM43, Sahin ZEL49HF 57 % 1 Nrf2/HO
It EGCG FHIE MR 5 i i) B 35 1) 20845 . Nair
LU 9T 45 AR R W] T EGCG AR Y T 41 s 40 e b
Nrf2 /-3 3L R Rk
54 AR M ER {55 E %

HU B Mg A4 9 RA SN TEIE B T EGCG X ARAE 5
[RHMEIVE ] . EGCG 14l LNCaP 40 i /£ KAl AR 7 mRNA
R KPR RIREe, ghalh, PSA 8T RIPSA RIA
BRI, 1M EGCG RE L HMEIIX A R ML 2.
AN 7] (R 470 Ji e 400 . LNICaP 43 2R 426 AN () B BB 11 1T 471
i, EGCG 40 B4 . AR B PSA E &I B
MZRIAET . Ak, NRSERUEY], EGCG fE/& N W] i
WA M E, SR A AT, W AR IGF-1,
COX-2 F1 iNOS fEAR P (1 5R1A 1, iFH] EGCG TEAK P A%
AR {55 HMHIAEH

EGCG it ik BT LIS E B ER « FIER B |, FFAE
AN G ER A FAERI IR . AN AP S BGAIE 5T 3R W] 5k
SRR )L AF Z(EGCG Al ECG)fig4h & ¥ ER o Fll ER B
A )7L M A0 PR R bR AR s AT EGCG Tl LA
i ER AL R KA, X R 2 Wy L2455 AT LLd ik
ER 8 A i 120 45 e AT 1R A 2 TUB) 46

6 EGCG XGEHERESERMEWN

Wt b — T 5 85 T S P R (08 SR TR B A=
BE, SEMA TR AN IR . i F 5K 12 5 IR
PAHENTE B E R, WEMAEY 51 1) E
TN o W R I £ o S s O P Al AR b S 2
By, IXTTRES PSR SOEE . JRRE T IV e A W
T R AL TR R AR DL

gh W s IR BT 10, 3 R 22 W A i (1)
AR A, LA F BRI AR T A TE R B — o B
B, I T eV TR LA R Y, il EGCG
Ji, EGCG {REATE M Wmiirt, 58 PE s #4545 7t
BifE B, [FE, EGCG 5 iHibiE kA H i
fluke, X ATAG L A AR LT (R RE AL 2 TR A7 59, fEAR
FEPME ST ST, NF-«B fl MAPK 7 Wi 40 )k
MR ER B E BN . VFEZ ARSI ER Y], EGCG
AEST-H17 40 i 1) NF- « B Al MAPK {5 5l #5054, Porath
SEBONIEW] T EGCG M LA 1 F PEG2 (14, 3%
VR4 T 8 1 40 i 22 HT 29 1 T84 45 g 240 JL ) A8 RE S
TX G 20 i R A I 0 R R 0 T A R A o AN (] (1 Y
ML, BARIZETAE EGCG MHAANE i 2 5EHEH
R, 2 BEHEAT 1A PN S50 KAIE S EGCG Tl F k4%
JWi 25Tl . Romier ZEB4EN] 7 EGCG A LU 15y NF-« B
YR, MH 1 «B- o BEERLL .

7 ApcMin Fil A33 ANP-cat /1N FRUIFTIE W B &, EGCG
M RS 55 &7 ARIR 45 5 259k B -catenin HR MR IL .
B -catenin/Tcf i i& ik 5 (1) 2 1A i EGCG 71 Y41l a4 i,
[, B-catenin/Tcf 5L R4 B 498 1 D1 AT c-Jun 7
R INEF PRI R . 1F I EGCG E sk a1k H T
B-catenin/Tcf {7 S, EREMHI ApcMin /)N Flizsgtessel,

Volate 252 A 45 45 (green tea, GT)X} AOM/ApcMin+
ANROR Wi A A= R AT REFD LI, FH 0.6% 1) GT A MEFE
N8, HRKIL, £ GT AH, fBERIKHIE
IR S . GT AER#AEK B -catenin K71 F i H #x 4l
KU D1, S5 FSRUEBRIR AL M) GT £ LLAST RXR o
A AOM/ApCM /N BRI IE 300« 7E ApeMin /) il i
FERE, H] 0.02%~0.32% EGCG W 7E k7N B I s —
g, /BB LA AR Oy XA B R B R 2
JHIRE o X AT B o gk B I R R T, AR A
H 1) B -catenin {55 F1HIH] Akt Al ERK 155 g 6657,
734k, Abboud ZEES TR UEN] T EGCG nf LA il 1
il NF-« B Il AP-1 (130 K BRIk TNBS 553 10 45 i

T4 &

B PP NI A DS 2 Ay 0 15 (15 TRt »
[l o vy DL At 22t BRI F90 75 0 ) FCAth 375 P 1 2
IR B AP A IR ) VE 0 AR R IR
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WA T, AE T E 5 08 M R A A O
TER . e rh ) 2 2R 02 EGCG, 7Rl fEt2
PP i R R e R A% R KT

EGCG AT LIt ik 1 5 41 i A5 5 30 B A 2 By e P
s IR I R | B O 2 E - R i
FEDR . g SE DR SRR SR Y, A HE RO Th e I A R
AP E RS . EGCG 40 1E T 76 3h 1 A0 40
SH VA TR IR, AR N T 30 1 PR SE 56 op 21
AEAE—/NME R 8 2R R ARG . A 0%
itZ RO EGCG, TE LU kil 2 ) AU BN &
) 0.0003%~0.45%. 1fif H.JiF % EGCG -3 R kT, &
Ah Z N SEA BRI . R 2 P g v A7 A 1 R 52 1
Lo IE W 4 i tHiF 2 f% . RS EGCG HEE 4K
PrRE W] R4 = EGCG X 4 iy e g 2 0, IR 8 e TN
R Y IR M BOPEAE FHE, [Fl, Tachibana Z36BUR L, K
03 9 A0 L T AFAE 67TKD JE R 1324k, EMEE
5 Ihgs i 42 B R RS E AR OG, TR A AR RR N
EGCG mieM b ditr. Wik, EMFRMITRSH EGCG
1) LIy B Ak £ ot R IR £ b 70 7 I 75 22 % R 3 b )

MAEL DK AR EAEARTR I, BRI 2%
GBI AR R wE, AUReaR
B, 9°KEGCG & IR)G, NMAYHRI M %25 Ah
EGCG mPif. AKRL T/ FMLE, LK EGCG #f
BRI, A EGCG A A PR K — /MR A E IR
AEF R Em e AR . SEPRRY, Mk
JE (19 EGCG FMILIR 15 (1) EGCG % 4H i 5 3 1% 7 A R
HIEA—FER . 50umol/L ¥ EGCG {EM] 6h ¥4/n 17 f53h
P TR DR ) mRNA 41 Bax F1 GADDAS (41 i J& 31401451 71) 7
i, FIEPUE TS Bel-2 F Bel-xL mRNA £k . Kk
B EGCG(1 nmol/L)i% 5 Bax A1 Caspase-6 &K 321k [ f&
iG, Ml AEAE R PN, Siddiqui SFEIRF TR B,
KAL) EGCG ELilF % EGCG 4 10 /5 [ =t
1F EGCG A KAk LAIATE J5i A7 % - F 45 5 18 i 1 15 55 I 1
Fefilh bk B A AOR .

PUAEA T FASE P 0 T (R I 5 A2 3 T R £ b 78 71 A O
e AT IR R e o TR E Ah AR A S H ARG . AR
M, KREZEHETEEY I EGCG MRS # AL T-16 25 43 <
AN SEE RS P s i, NI g bz b
Shimizu 25051 F £ 28 HYE I DIBRVE 25 5 K Mg 1) S
FRMH 1.5g GT #&Hsh 77 12 M H, H5EA MR GT
PP B L, Ik i A e I K i TR 1 e
o ISR R T R GT B AR b b 78 R T
BHEPK IR, Hg R 2835241 . Liu Ruihail®
PEH TR A A AR Dl TR B kb 78 ) BT A B
NEAZ DX o3 U B 25 ) R A B, S ARSI RN T
PEE YRR R . 7E9K EGCG T e &b 78 711

XHE 53 B BEAT W T, MR K A AT
BRAT L E

KK EGCG s N 21 Lh RETE B it R £ 4b 78 FIAE R
KPR AT AT IR R R . AR BUT L AR 48
EGCG &AMt 1) T A41K EGCG hfelt tr il L
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