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Abstract: Epigallocatechin-3-gallate (EGCG) is the main active component of green tea, which has the functions of
inhibiting oxidative stress and inflammation, lowering blood lipid and blood sugar. In recent years, the antitumor
activity of EGCG has received extensive attention. EGCG and other polyphenols are often used as adjuvant
anticancer drugs. When combined with conventional treatments such as chemotherapy/radiotherapy, EGCG can act
as a sensitizer and reduce the side effects of radiotherapy and chemotherapy for tumors. This article will outline the
anti-tumor mechanism of EGCG, the application and limitations of EGCG as an adjuvant tumor therapy drug, and
the future research direction, so as to provide reference for the anti-tumor research and application of EGCG.
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TR RIS AR T R TR —,
T, W12 26 i e R A2 e PR LR (o s 481 1)
11.7%), HRZMRE (11.4%) 45 B % (10.0%)-
FYERTS I (7.3%) AT B (5.6%). Ml 12 S5
JeRE AU T 1) 2 B IR (o e RE AR T S BN 18.0%),
RS EH I (9.4%) FHIE (8.3%) B ¥E (7.7%)
A EFL IR (6.9%) . HAET, #MEFFEAR. L7 fl
BT AT R R AE 0 F B, AR TR
JiE AT 23 nT AR SRR IR I e K B 1 A,
VP ZZMEARNER, SFEREH. BhiExk
Riv CER . FEEThRERRRG . K. FRLGEE
2 B RS, AT A [ R B A R
M 24, S0 250 PR TT 3R

TR I, RIRF= AN P [ BRI 8,
I B T R/ T AT T B A FH SR v AR AT
JE W, IX R AR PRI S R I AR VR T
ROR, e I SO R I R AR R R R, B
S A O R AN 1) A S S 11 =84 S AN w1 .24
SN A RE BV 2 3 S == 1 R T AT AR
RO, MHBAC T IR b 43 55 R A B8 R A 2 i
1) )LZR & 4> EGCG R 5% DNA /5 24097 2540
it Bl e

FARBE T 2 A B Bl il R R L i S
VIEEAT & G PR 254 1) 2 BERUR,  AHAEI R IR R 4R
ARG B S sk s WL 1Y Rk, ZEARST
T AH AL B PE AT 4R T, SR BRI G B H
MR R R AR BR R T 4 () R AR
B C N AT I T AR . SRR (W LR
B, By AW H A e bR gl iR B 4 7%
PIVER, WIRH T PIMEME . BRI I 2R 5 32
W . 1ZSCHBER LR R B E Y EGCG Hilig
1o FHL . AE N R S Bh e T 254 i 8 FH R L =)
FRYESE, A EGCG B bt 7o N H 2 2% .

1 EGCGHLA

I BT I B LR GARE T, RS
W S B AR EE R Ay, A AR E Y 12%~
24%. REETILEEK 3- % & TS (epigallo-
catechin-3-gallate, EGCG) & —J8% WH LA =K1k
GW, 205 25 LR R 1 50%~80%". EGCG
& 2- BRI IR IR IR S B B T RIS NS,
=AMBFEERE (AL B M C) F—E D R T
P FE2H A (B 1)

W2 MR N A AL BA DR, BHIHEK

OH

HO 0 \\
:’”C o

0

OH

OH OH
o @

OH

OH

Bl EGCGHYZS#

J&, B Fl D FAFTE=ANA0E L, LA AR
MPTA B R . ILRESR LERET
Tk L350 23 i B RN B DL R R k2 52 EGCG 124
PR

BRI H SRR AR 14h, EGCG b # i
AT A0 S A LR 8 | ARG I A AR g 1
B+ LR, EGCG bt bhoRg i 12 1 51 e Al 2
FITEA, © R DU ] 2 R R = A R,
LR UL o U e U R 45 E e U,
EGCG i AJ LB ARSE R ke R 1Y,

2 EGCGHERIHLEI

EGCG I Ll A0 4 L5 2 i) s 4
JIZET S AR A . 2R 7TR Y], EGCG
A3 I B JORE R TR T 4 B R 1, O
HoAr BUIE i 3 1 i B AR R AR S e 4 e
T2, BGCG T LA 3 i 3 Ah 70 9 24 9 1 35 1k B,
TR RRE XA ST 25D 241, FE B AR HR R 5
HR. A, BEGCG HIPLAMFPL A AEH 5 s i
RIGIT A R BIER A K. #F 70K W EGCG 7E il
B RIS HUIIRT, A T A R O TR R A
TEF #,

EGCG W LA R4 25, JFRe S AIE b R 4
B, G A TE B I E R, KER
A R AN IR B 7L R B, EGCG w] @it 5 iR
iR I Y 67 kKD 2314 8 [ 5244k (67 kDa laminin
receptor, 67LR) &5 4 ifii Wi B 2 & 1 15 My g
EGCG w] LAY Ji I 2 E 4Ol PE 38 (CDK) 48 i
JA W 1 (Cyclin) F1 CDK. 14 71 (CDKI) 2%, MM
BEL 1b b 983 40 B 1) 2 K. EGCG & 7] DL 2R 7735 &
(survivin) FI PI3K ik S ARSI B, 755 i J6d 40
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P81 s EGCG nJ LU 785 42 )8 R A mgE 1, T4
iR I/ A A, R A £ 40 ) e R 4 L ) 42 28 A A
¥ P9, EGCG %4 Hit 52 47 7, 3 H AT LA
e P, BRI, R A
T R ) T

MEFE TSR, EGCG $ui 8 it/ F AL AT # 4 IH
FELLF LA (] 2).
2.1 EGCGH] %S FhE 40 Aa B HARE i

MR g S IR AR — R, B SRR 4K
], E4EZ @ Cyclin, Rb Ml CDK £ 8 [ 3 .
EGCG 1 48 i J4 J kar & s AH K 1 p-Chkl. p-p53
1 p21 Wafl/Cipl 3 ik i, 1M cde2 Al Cyclin bl
FIk N, MIE S PANC-1 4188/ S/G, H41 i
JE BRIk EGCG (100 pg/mL) A HZ
# (150 pg/mL) & nf LA A5 5 HCT116 40/ 1) G,
HAAN A BB, X 0] AR T 29 B 1 T DNA
) X a0 e N G, #, B 2>,
o 968 4 A AR K 7= A B A i) 4 R BT S PY. CDK
Cyclin il CDKI ¥ 5E T 20 i J& #7135 2 R 40 P A7 355
W72, EGCG %5 £ Wy J5 4 & 4 BHL 7 40 it J 1
5 {& #t CDKI # CIP (CDK interacting proteins)/KIP
(kinase inhibitory proteins) ZX %) p27kip1 I p57Kip2
( IR p27 1 p57) ik A K P
2.2 EGCGHIFSMEMAT

YN TR AN R B AR i R E
VERD, 155 TP 0 90 12 2 2 o ek e 400 P 1 2 B34
7 B 4 TSI B 2 (cTAP2) JE i Rk FF

fif Caspases, fE—BHVEZL I+ B, Wt R
i 5 ¥ Jl5 B (SAHA) 5 EGCG Bk & . 8 F# 1%
cIAP2 ik, 4 N{% T () Caspase 7 (] ik P,
Zhao %5 P 3@ it % 1 %5 5 T4 3L 3R (surface plasmon
resonance, SPR) A% i 4% (nuclear magnetic resonance,
NMR) £ AR WL F] T EGCG 1] LL4E A 1E pS3 ML+
N ¥iij 25 #) 38, (N-terminal domain, NTD) |, M7 F
P p53 5 HAR AT E3 3 MDM2 [ AH BAEH
i MDM2 Xf p53 [z &4k, Fas€ pS3 Mt
WG, p53 [ NTD R B8 RCA Jas iE 24 4 11 B L 1
EGCG A Myg T 7 NE R 24, V2 ML
PIANTE R o ARRIEIERT TR T2 207 1) 2 —fE 2 A
JIe 96 2 PR R T R A LR, DA B Ak i 5 1%
2.3 EGCGHIRMEEFIFITHN

EGCG xf g iy il /8 F B 1 @i BoE /
2 5 Mg 20 LR B A RO O 2 R E S s g At
W r] LI 4% DNA FIs el ARG, dEH o
BB 2 2 WAL 51 2 i) R AL o s B . Bk
24k, EGCG & 7] DA% AESw S RNA ( 41 micoRNAs),
JUFP miRNA #% % 5 N EGCG f) B 40 k5, U1 miR-
210, Let-7. miR-34, miR-16 %, X% miRNA A] D/
Xif %2 FhEE AR (AR AR A Y. EGCG 1] DNA
F 3L & % 1§ (DNA methyltransferase, DNMT) [ 7%
P, LA P16 A P21 2 FF AL Rk L,
REAF VT, SR Y. Hu 25 PO R A 5
RIZH B FOAN A MG B A S & 0771, 43# T EGCG

EGCG
3 BALF R
ﬁtEiﬁEﬁFﬁT RA R 2R I
P HESRAEXE SR teints
REL/AR EEN AT XS FS 5@t
’ S ERRAHEET R

l

[ muremmn |

mEariEal |

|

J

FEAE TR
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E2 EGCGHEREMAATFaUER. (1 FAS,

FREERST

VBRI, L EE)
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B TT (1) it 5 200 Jf A1 B 4H 7 IncRNA FI mRNAs [
Lk KF, KIL 960 4 IncRNA 7E EGCG JRJT G K
AT RBEA, X IncRNAs 70 A E ) LT 11
NEGAR |, X722 BRI IncRNAs EEHS 5
TN IR 224y SRR
24 EGCGHHimnEsiE M

1F 5 24 i DR s R 52 A LA 32 e DNA 458 2% 171 75
RIEE SR, K2 B0 2 A e o v s T 1) R 08 Sk
SR ax — BRI PRIk, A0 b e A T RE A T AE
[ E VA T SRS . EGCG AL /i AR i & 1k
FEn] o I SR I A SR, 0 gk L T R
ANE] /RN S L Y 54 S (human telomerase reverse
transcriptase, hTERT) W&, [ERAIME 71, I
Y EEZAE T B £ 70 umol/L EGCG Ab 3 A
ZIN 2 R fi g 20 B 24 ho S, I R B ME R B 50%~
60% ; ALFRINFE)IA S 36 h, UMK AT (H5
TR, T S0 A A — PR AT T il B
I7 %%, A A S 7 S P AT B R 2 A B
2019 4Fff)—T5 EGCG $t U251 Jie 57 RE4H o 583 24 Ffa (1)
W FRAUESE, EGCG A AT LA 5| i i b 4 45 B 3
LR, ERESIE Sk O AL R v, X AT RE
5 BEGCG 5|21t DNA & J5 P 5 4% A1 0 7 F il 1T
A o B
2.5 EGCGHIHIMEEZFMESE K

IR L AN A iR (1) A AR A e i b A <A
EIR, IE MR A M ) B R GG T SRR bR i
A % SR 0 MMP-9 i %5, EGCG Rl4¢ %% £ 1}
AT LABFAIR MMP-2/MMP-9 (1] BH J5 5 fide 3 14, 400151 /i
1) g A L ) AR B AT RS, 42 AT A IR VI B AR (1) A
# i FH 800 mg EGCG (Polyphenone) £ 1A 6 J& 11 Il
PRIR 56 45 R0, 12 MMP 25 2340 41 75 TIMP-3
FikFtE ™. EGCG RePHIE “B5FE AT R,
ik TCF8/ZEB1. B-Catenin A1 Vimentin (/] 3% 7KF,
O] B e A () 38 5 . SRS AR 28, EGCG @it
i) IGFR B ER AL AN 5 Akt FEA#, DL )46 A 11
J7 A Akt R, He i 7 PG AR R 40 T
BRI 28 i) Uk B,
3 EGCGEAMEHBET AN AMR
HR
3.1 LEGCGAEFRMMKRELE ARG AILINZAY
$EETT

EGCG BRI a7 A a8, (H2 40 M 2% 1%
2 20 BRI N RIL ) 0 25 0 T R T 4 A R

R T HIGITIE . Rk, SRAGOKRG 2 KRG LR
1 EGCG A=A B 5k T 0 2 N Rl K B 9%
7. Hajipour % " it 7 —Fh a7 A ks &k -
HZ B - K& %R (arginyl-glycyl-aspartic acid, RGD)
1 EGCG 44 >K JI§ it % 1K (nanostructured lipid
carriers, NLC), 1% 7 0] 2 K0 iE v i 214 1)
G RTINS AN AR . MTT SE50 R B,
FHHAE RGD 7] EGCG-NLC A5 5 5 ({471
FAMEA, MR 2, 52 R IEBHMERE
SHE RN T, Tsai & i 2 2 40 Bk
# 1 EGCG MW fiz - i % 2 (DOX-GLU) 52 ¥ L #
[) 4> 9 K kL T (DOX-GLT/EGCG AuNPs), H iff B
T Egekk TR AT . EGCG S5 4 i 2 26 &
H2 R aRe e, LA ERNITiE . &
21, DOX-GLT/EGCG AuNPs 1] il i )22 6 % &
F 2R S B P E FL R DOX S 4L Jiit 4 J 2% (1 i
(o) S8 P T8 3 ) PC-3 4 2R K

EGCG A AT LI it il 4 24 AR 18 3 22 B (1)
B, &7 DHENEMAE. oEoh el m B e S
HoAh 25 ) R AR WA DR K /E . Tang 55 ™ ¥t
il 4% 7 — % EGCG YjReftb e & - JE AN 9K kL
(CE-HK NPs), Z$L1 B A &0 il fifi g A549 F i
Ji HepG2 41 i (1) 34 58, % 5 HepG2 4f it GyM
WIBH A, BRAR AR B LA R A T2 CE-
HK NPs (40 mg/kg) %} HepG2 F%#E /) B Ji 83 £F K 1)
I 22 83.55% (p < 0.05), 78wy T3 =5 JE ARy (40
mg/kg) ] 30.15%. & AT LLIE G i 795 00 B i 0 T
R Sk 184 5 1 AL R0 ST AR iR A 9T 24 4 1) Rk
P, Fang 25 ™ &p T —Fh EGCG 107 (144K I 3
ki (EGCG-RNPs). RAMEIGFRI, 9Kbi1 A
CEREMHRE A, AH G K B T URE (RNPs) B J 7
2R &40 (EGCG+RNPs), EGCG-RNPs % &t 5.4
L 4 O 1 I 95 40 B HL-60 f P 48 B 1F F S o, fif
(As) [ 2 Ff 47 S0 v e B B vy, LR R ARt 1
1) 988 I B P Je IR A il o
3.2 EGCGEIEAIRAR LT 254 R85

FEALFE S E s il FLIRIE . A0 IR
JFF S R B e AE AR 13 AR Y SR B T, EGCG fi 57
Tl AL /1N B 2R 1 T JRE A AR 350 A R R B2 110 )
WEB] T EGCG BX& 97 5 1 )7 299 i b v
Mo HAAFEERE, EGCG AR, EGCG £
PG 52 B 1) e A FH 24 15 /0N B4 Y 1) T 91 e PC-3
ML 41 F% 1988 52 435 [ U EGCG e 245 4 Bk
A A% AT DA R R B R 2 70.3%, LR
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i EGCG B &k 45 $- B 1T RS AR T 5 s FH e
WY A 4 58 A TH B /N B A R BT R 1)
EGCG Z# AL N NAPT# I EGCG &N, KIFHZ
T 6~9 Mg 2%, Bl 1.37~2.05 50/ K/ N W4,

R RE AT 25, IR EE R A
5- SURMENE . SRAZEE. B MO AE, 7R B
SN RN, WS Bk, Y &
AR AR EAR, DL S o Ath AR 30 AR A 72 1)
W RIMEE Y ST 230 R RS E Rk 2
IRIEFCAESE,  FF H 259056 F A Bh T80 25 0 A %
(a5, 78— T 15 PR 1B 78 o, Wang %5
PN T EGCG IR 5 2= 7M1 PR R AE o 45
R, JLARE@TI LncRNA SOX20T 42 53
147 W B B R ST R A NS E R, DL R A
Notch3/DLL3 {55 il g ke /E A, NI RS & A
6 T 41 B P PR 25 4R 4 T KB . Luo %5 ™ @
Tk A A B b g 4 B SW780 A T24 K 48 Bl A4 1 Sz 56
iESE, BGCG I LL#id NF-kB/MDM2/p53 4% 4
Z R R BT R, AR TR A
AT E LR B (CK). ALT Rl AST frJ 235300

KR 22 B UEHE SR B, R 0 OE A E WE E
Y AT TR — e hT R 259 1 = A LS, B
YORIEANE & ek . Hu 25 P R EGCG 7] DLl it
R MR AN B0 R A5 5 1) A P 14 5 5 45 B
FEANP ) EEYE . SR 22 SR BE R 1 (Sreptomyces
verticillus) ] % 1] 57— Fh P eg AL Jr 254, it
S DNA A s e g i . 13 Hm R X IE
WA EE SRR RS BRIUE. il
RANBLF AL, X HR A2 S IR SRR A& K EL T A
F. EGCG 5135 2 M Il JuE caspase-3.
caspase-8 Fll caspase-9, M1 Bel-2 fl p53 5 S5
ZHANIE T, AL G S SUE A A K, T
3EF5 E 1 ROS 5 5 M EGCG 4T 40 1t 45 F 5 i
YA PT BEAFAE — N T FE 71 ROS BIME, W& 1)
S 0 B v iE P EOCE L, LI RT R L
ROS X £ Rk R i 4% At T2 i & B
3.3 EGCGHEPHEME LR 2 2ATHZS

EGCG fe il 2 2 24 14 £ B i bR 240 e e 40
¥ Ecal09 [) ATP 454 G50 G B 2 (ATP binding
cassette subfamily G member 2, ABCG2) £ik. 5[
HRPMAEF AL, EGCG 52 B & 1EH 24 h,
Ecal09/ABCG2 I T2 0, 427~ EGCG Wil
I BER ABCG2 3Rk, Wik 2 252y, Hsabiis
TER B2 FEARAN NN S0 5-FU it 25 15 9 41 i ik

SGC7901/FU 1 MGC803/FU 1, EGCG R #1 1 i
2Rk A [ i 245 A0 5S £  MDR-1 (multi-drug resistance
gene) I ATP 4 & & ¥ 12 & 1 5k i 5% P-gp (P-
glycoprotein) [ 15, AT 40 il 24 i 34 58 A1 5 B
. SGC7901/FU /N A4 N g skie £ B, EGCG
55 5-FU 1 FH b B 28056 fib g 0 3 pp it 245 2 1R / B
1P 0 ) 4 BE A, 3K AT RE S O ) B U
TFAP2A/VEGF 15 5 i % 1 s 3L (1 Y. La % Y
EGCG H T 45 B W ¥ 4H g 7% 22 FL 0 5-FU [ 3% BfE
H, 25 R KW EGCG HEKH K HCT116 A1 DLD1
Y1 MU () 5-FU 1E FH 1Cs, 23 1) B (40 £ 4.2) pmol/L F71
(150 + 6.4) pmol/L [% % (5 + 0.36) umol/L 1 (11 = 0.96)
umol/L. EGCG 7] #1#l] GRP78, & NF-kB iffi I%,
% miR- 155-5p ik, i HLELIEE MDR1, Mifi
BHEIET 5-FU 14 HE, 380 Py 5-FU #1224 caspase-3
A1 PARP &4k, Bel-2 i/ Fll Bad ¥4 0, fx4 S5
i e 4 L T

3.4 EGCGHEHERILT 2%t FhE T 4BRano R A1ER

JHRE A e R 2R I, MR T 4H L (cancer stell
cells, CSCs) J& /M A 5E i B 2L i 7 o X4
MR A BIREE AR ), IF BN 4H ) = B
CSCs X MG A A ZitE, FIAEYL
VRS TR AR Z i, S5&abuEs
I g B U M) CSCs 194 K IHE S HMk,
By 1B P A 241 B, EGCG W] LA A [F1 257 )
R T4 bR B, el &S CSCs 1 [ 8.5 B Fl
% Rk 4 R SR I e S IR T 3k 19557,

1 22 Bk 1% 5% (neurosphere culture) & — F % H
(a1 1 5 B 1 5 R T 41 A 41 Y. (glioma stem-
like cells, GSLCs) [¥] J7i%. EGCG 5 # M fiiz oy [7]
VEFH, ] LABRAR R 598 CSCs f#h 2 BRIE p AN £ 24
fiif 245 P AH DG 1Y) P-gp BIFRIE, B B B i 1)
2R B, fE BB A , EGCG R &
WA BRI 2B T B, BRAR TP DR () 30, 3o
NI B 5 , IX AT RE 5 EGCG i STAT3 iR 1k
KA 5P, R R (PDEs) fig % B 3K cGMP
o cAMP R g%, EGCG n] i 5% g ik CSCs
A 4 /E F 1) cGMP, EGCG 5 PDE3A #1141 7 (1
I FH ) T AR S 9% 11 g i 5 8 I 98 (pancreatic ductal
adenocarcinoma, PDAC) ZH U] CSCs KA 5 5 1)
PHIE R o 76/ R IR AR Panc-1 S RP RS AR AR AL
I A5 FH 24 0F JH 36 % T 40 1) 200 SR B 2 A T 25 4 2
H, BALEME WK EGCG FIE AR L5
ALT Al AST /K°F 7,
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3.5 EGCGEXRsETRr MBME e l1ER

K E M. ShPIATRAT I o BT TS5 SRR,
EGCG My#t s AL A Hu 18 v 2 0E 4 v vl s 4 L BA
B U (e i AL 2 TS/ FH . Hassanein %5 1K R
PRRPTR AEF IR S EGCG BBk &0 4%
M (kaempferol, KMP) I A LA VF Ak 24 4 X6 K 5 Jed /i
TR /E M. 455K F W], EGCG 5 KMP Bk &
S 1R ARIR B TE 1%, 77 AR T S BRI B A
PR DAl EAVE R TS . A, B E R
#7 1,2- = EE JBE (1,2-dimethyl hydrazine, DMH)
FHRWNE AL TS, RIS T R 2 K Em
M HcE . Li %5 B T EGCG RRIE T+ 4%
BHRSCHIE MR (SEN) B L e O T A
SPEM .. WHFERM, PIRT R IR AL & 4 mT LA P A 40
il e A0 B A A A, ED 1E AL IR AN P e T A
B, XA MHIVE F AT e SCH iR A SC R R AR
MFIZEA 5. SIS0 45 R A o HY X P b 25 50k
RS Al 2R 7L T e A 8 4% Y B g 9P 28 BE A R

WS S0 Ao 56 5 NP B[R A0 AT ALY, H
WIS B E R AR KB, Hr, SRR
PE 8 % (acute radiation-induced esophatis, ARIE) &
I HAE/ N i (non-small cell lung cancer, NSCLC)
o A PR A /N 41 B i 58 (limited stage small cell lung
cancer, LD-SCLC) ity i 35 B AR My 27 d gl 1
R E, FZRE MEEKRAMPRRERIREESY
(mixture of lidocaine, dexamethasone and gentamycin,
mLDG) /& ARIE [J £ Zi597 259, {H mLDG [H
RO AR AR B PR EE AAE S . Zhao %5 Y FF R 1)
— IR EGCG 1E it 50T 38 Hhxf ARIE {7
TER I =B R R Y], EGCG R A2 il 3
i B (0 ARIE, HIJCHA S mIERT, 005 8
EGCG TERYT (18 & 7 s V67 TE R

4 EGCGHEFERM

EGCG B A Z R A, (H05G 28 H
JRBR . EGCG [MAEMFIH R 2=, 168 BiEh A
RESE WU, BIASESRE /U E A RUE,
HH e ER N PR, 3BT KKK,
B, EGCG A2 5w i H R o A= % H
B, I HAEBNIG 1~2 h P9 L2525 5% e I ok 3
9 1~2 molV/L. TiR%#5)5 24 h PV, Hoif
SV P B SRR 2R S, EGCG (& e MR AN 1R
AR FE AR PR 1) 1 JLAE B vE R Hp R, IX
FRIBRPEFR B, ZEIIR B EGCG FIAEMIE YA Y7 25

Mz, BRI EE.

EGCG B A7 %4 Hiif Z i a, KEh%E
&1 EGCG X NME L&A fa . enl DL
AL TE R R AR, AT DLRAE IR &I IR . 7R
& (EGCG <67.8 mg/kg) N, EGCG A& FibEH
e e s, JFHREES AR RES
S0, BEEB B EE FHESFE, SR,
e EGCG 251 K — R WRIER, Wit
PEL B0, RIR. IEEERAIES S, M BRE T
FIF R AN 7

EGCG 1E R4 Bhai e 25 mr LS HoAh ik 24
VIR, AT RSB U ST AE . (EERE R,
M EGCG 5—Sehuim 29 AH HAE B, 25mi%Z
VI B R s R A AR B . B, EGCG Al
FAER A AR T HAEB R AR Y,
Blitt, EGCG Bk HH I ()48 R 22 4 it F 0

HE,
5 RE

B o 2= 22 1) R R FVRTR I BB T, e VR T BN
T 2GSRI E. r2%ERE T “ S5k
A7 (survival with cancer) FIMER, AATTIA A4l
JEIE AR A AL T “HRAR T A AR IRES,
BE vk i 2D g AR 5 4 21 BRI AT 1) s 4 i B
M5 B AHAF 1) 4b 78 AT AR 254 (complementary
and alternative medicine) 7] fit <> & #% & EAE 1,
Ak, 45 EGCG %5 i £ %h 70 71 8l be 98 4l Bhva
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