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The Suppressive Effect of Green Tea Catechin on Cell Proliferation

— possible catechin roles in preventing atherogenesis and tumorigenesis —
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AT B O T b BRIV B R A OB, WO —@E o Twd, Bt
OEAETGIIB T L IRER L OBEIEI, EEhm oW, Ik, IREEREE, RN, &IE %
EOAIER IS G F OB MASBIRE L BT AW O b EEZ O, INHDHR
BUC X D PHGIEEIT S L2 ), GG REAREBICDH 5. LFHBERTFHOLOICTE
L2HEMATH Y, AEHOYELEBEE LK D KU TH 255, AL TIEIFRICENT 2 2
EDTEDRENTHF IHEH L2

KT R LT 2 —VIRERIEIC X B2 BRI R AL, 507 LV F—EH, BUA R
AV, MR EAC TR, BT EH, PUBRIER 2632 L vwbhTwd, SEbitb
W, SOh T F X ZBIREEILFEEIHIRR, DA FEAETHRIR ROV TR 2 v 7z
FEERAAT o 720 BIRBEALICER S BIES 5 7 v b REIRFH 5 HHORMHES Ml bk (A7r5), & ¢
AR T D 2 i EMILRE (PC3 B XN DUI45) 70+ 75 A b—<#lils (U87) % v,
W T F 2~ Th D epigallocatechin gallate (EGCG) O ®ARAETE 92 Er & epigallocatechin
(EGC). epicatechin gallate (ECG). EGCG @ 3FHF D /1 7 & » 12 X A Ml sg s xh 4 % weid
L7z

A7r5. PC3. DU145. U87 fila% & En & MiEHLEIREEIC L7-#. 0~100umol/L EGCG %
AL, 1%FBS il DMEM T 4 HRE 2 Lilllafz iy 5 & Cofiieicswv»Td EGCG
BB ML B D WA AR STz E720 EGC. ECG. EGCG @ 3HHIDH 7% ¥ & T
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FRRDFEER ZAT o 72, 3HEHO H 7 F VITHE RS Z A S ¢ 7205, ZoRRIX
EGCG 28k b K& . T ECG. EGC & W) HFE IS OB 250 Sz, 2F 0, fkAs
717 F & ATr5 MBS R LT EGCG > ECG > EGC D NEICA H S Miliatiygit % M L. EGCG @
MY A EIENC 0 % ICs0td 30.3 umol/L Tdh - 720 % 72, PC3 ML, DU145 #ilfia, UST siffaic
BT D RO MBI HIR R ATH S . EGCG @ ICs0ld PC3 Ml T 16.5 umol/L. DU145
AT L. lumol/L TH o720 FAH 7 F YHIL. FEBICH W2 ME FEHAME,. 2AMRES
HITBWTH AT PIHI R R 2 7R L7225, SIS AR B TS A E 22 5 72,

D EORREID, HERMNI R LADOTEGVERIS O SN TG 2 8OH . ATEEIER CH 5 Bk
WALRE . SIRIE. AAADFRE, FE - EREIEICEH TH 2 Rt % <R Sz,

Abstract

The three major causes of death for Japanese people are cancer, heart disease, and
cerebrovascular disease. Atherosclerotic diseases followed by lifestyle diseases such as
dyslipidemia, diabetes mellitus, hypertension and obesity, are life-threatening, causing
ischemic heart disease and cerebrovascular attack. Cancer is the most common disease to
cause death in the elderly, but multistep carcinogenesis or effective methods for their
prevention have remained obscure. Accumulating evidence suggests that epigallocathechin
gallate (EGCG), a major constituent of green tea cathechin, has a potential to prevent or
improve prognosis in some human diseases, including lifestyle diseases, atherosclerotic disease
and cancer.

To determine the anti-atherosclerotic and anti-tumor effects of catechin, we examined the
ability of various catechins including EGCG to suppress the cell proliferation of vascular
smooth muscle (A7r5 cells) and human cancer (PC3, DUI145 and US87 cells) cell lines.
Epigallocatechin (EGC), epicatechin gallate (ECG) and EGCG effectively prevented the cell
proliferation of both cell lines (EGCG > ECG > EGC), although ICsg for EGCG of A7r5 cells
(30.3 £ mol/L) is higher than that of PC3 cells (11.1 x mol/L), suggesting that cancer cells are
more susceptible to EGCG than are differentiated cells.

Thus, it is possible that habitual and frequent consumption of green tea might contribute to
some health benefits and to preventing diseases such as atherosclerotic and ischemic diseases

as well as cancer.
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DIWONHARADHEIKA T AP, A 73 v FEBRINBE TR 7 /=L
WEEINBY. BEA T F VIR ED 8~20% % HD DD EABDEHVETTH b, E
WEEATF I, €A 7F > (EC), z¥Fus7Fy (EGC), Z¥ATF AL — b
(ECG), B Z¥ uAFF v #L—1 (EGCG) #°d ) (K1), — MM IEICB VT,
i b ARG VERDEATE V& E 2 5T WD EGCG A75~10% & #2140 % 5@, EGC. ECG. EC
DA% %5 (BH 2013)s /1 7 3% YHICIE, EEFRIRR, M L AT a—VigED L5
PO ARIRIDHR TR, UE LA EER, S RIE R MBI % o E 2B ) |
NS DR L O FEREIH O TR M LB IMIE B E O PRI % d b L E 2 5T
W (G 2013, HS 2013)s X 512, 7 7 F VEIIPIEBILIEN. PUasAE/. By 4 v 24k
M. 7 VLV E—VER 2 BRI ST A (Suzuki Y et al. 2012, fH84 2013, &
Hi & 2013) o
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(-)-epicatechin gallate (-)-epigallocatechin gallate

K1 H7F>DLEEE
epicatechin, epigallocatechin, epicatechin gallate, epigallocatechin gallate 2%, #kZF D FE %% 5 7
F UM TH D (Suzuki et al. DHELZE),

F 7o, BFERRIC X o TEBIF AR B 2KE - RIS (Meguro S et al.
2001, Bose M et al. 2008). M & W 3P il <2 ML 3 v M W Wi A T 76 1 (Raederstorff DG et al.
2003, Wang S et al. 2006). JRIFBRBEEH (Murase T et al. 2001). LDL-Z&4K% 4 L7z 1fiG 2
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L A7 a— VR TEM (Goto T et al. 2012). FFIRIG & RINHIVEM (Bose M et al. 2008) % & FE
AT 2B, & S LA ##7EA (Koyama Y et al. 2004, Wolfram S et al. 2006)
BROLNT VD, A T7F VHOE PYRERSBRET SN TB Y KIET;ERINHEH A
- TR A YGEERM (Nagao T et al. 2001, 1[5 2002, &S 2008) % & AR v 7T v K
O — ARG RO T, AT A RIE S 5423 R R ST 5,

LA 2 B 2 DS ETIE, BIIRBEALPERE NS & 5 M RR T O O R R o L 2 I )
RENER A X B CERAHIM L T %o BIIRTEALI, Do N R SR, BRI, i fUE
B2 70 & O AT E IS D a1 A5 5-9 %0 WIRBIIREEfL O FE 0 (&, #F 21 LDL 2 L
ATA=NTHY . INHPMENENRALBRILLDL &% 5, WETICRALZYZ 07 7 —
VML LDL A &AL, ML 2%, S SICHBICDH 2 M T I b 2 imie - M
Han LEIIRBE LI ZE 2 oM T 50 Z ORI RAINIE & T2 ) PSP e, siE ik
A0 % ZUIEIE T T — 7 ~NEH#ATT 0 ZOWRETT T — 7 ORRDBIIRANIEDHAE - MLk
EERRIL, BMEREEBET 5. T2 77— 7 OARRECRHAS AL 2 & MRS
LX2BROMZEEZAEL S (§2014) . BUETDR TV 2 BIREALO TR L LTid, B4
L& LEEEBEOYER EPA £ DHA % & n-3 RLMAANRIR, €5 3>, Hility
HoOEM A LX) ififo LDL 24 &€, LDL OFLENEA#HT 22 LX), 79—2
DI EERE FHT 2 D DOHL e kA 7 F IiE, Jialk L7z & 9 WP WS, ARG #R e
ER, I VAT —VRTERA S ), S5 IXHBILERSCIERTER b5 (FHS
2013) 7z, BIIRIEALOFIEIFNCANTH 2 & ShTwd, F720 D 7 F VIZBIRE LD
R R WHT 2 DA TR MO RIRAOWEE, ¥ilEE2 T 257 A 7 =X A
(Terashima et al. 2004-2005) X HML/IMREEEIIFIER SRS THB Y Gl 2013), BIRMELD
RIS 5120 RMPEOEREA, MIEREO PR MG TE %,

HANDFEHE D —7 T o 2 BN Y, WEF 56 FIFEHMAM S 12 & 2= ) | SEEHEA—
HLTEAZHT TV D P26 F£OEIETH I D HH G113 29.2% (T L2oTHBY, 4
FEEHEDOBEZ 3N T NEEEHAWTHRC L7222 L1k 2 Pk 26 4 (2014) A B BT
DAERHERT EAEZEE) . BRE LTid, RFERLAEALZZ L2, SAFOWKRILIZ X 2k
PHEICE OB WELF DAL, EHOBBME T A LD HEL TV L LEZLN TS, HFAICH
LTh, A7 T F VI ARG IR A H 2 2 LB O TBE Y, JEENZECHY
EERTHBUESLEE SN TS (8 2013). T/, k7 7 F Vi3, PRI L 250 —
VR LDL-Z VAT =V EHZHHTZZ 212X ). KRB KZIH L. KBS AR
J % 5 2 BURIR WA RAVR ST W2 (Bl S 2009) 0 2o OBUEE AL, MBI
BT % 2 7 FIARES FORERCTIRLIER, 78 b — ¥ 2GR, M ARHER %2 &
I b7z RICL > TH 25 SN T w5 (Singh et al. 2011),
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Al bIvh VIS AL O A7r5 M, & N ASAMIIEH o PC3, DU145, US7 #l
% H T, %K 7 % Y (EGC. ECG. EGCG) DM BETE 26§ 5 W9 % Wit L 720 THi
¥ 5,

Pl

1. A%, #k

DMEM (Dulbecco's modified Eagle medium). FBS (fatal bovine serum). # 7% » ¥ (EGC:
epigallocatechin, ECG: epicatechin gallate, EGCG: epigallocatechin gallate) &, >4 54 7 &
7 (B K DEEALZ Mok, "y Ibf (BlET) X DA LEBRICHW2, FEERIC
L 2B a8, F v DREIRT-H 5 BRI bR A7rb, & b RTZIRZAMIIEME DUL45 35 L O
PC3. b k7)) 4 —<ilillatk UST TH . BN/ N> Z L7213 JCRB/HSRRB & D ATF-L. #k
REFEZ ATV, ERITH W,

2. HIRRISE. MEWREE
W HPAEIREE (— 80°C) % & Rt L 7= MIH e GRIL %L @ 1~5 x 10°) 12, 10%FBS /il DMEM
Wi 10 ml Nz, 600 x g T 10 Z3 i L7zo W& T, 2~3 ml @ 10%FBS il DMEM
WHIRE L, 60mm ¥ ¥ — LICHE COf v Fax—F —TH#ELZZ, 60mm %7213 80 mm
GdDY ¥ —LEHCTHIAAS 5 £ T2 HIZ1 0 10%FBS il DMEM O 2 % 17 - 720
BBl LM% 0.25% b 7Y EHTCHIBEL 221, 68 B5mme) DY v —LAHEE L,
75, MR, B3 % F T 10%FBS Il DMEM THi#& L7z, D%, Serum Free Medium (258
U 1 HiEEE L7z, Serum Free (23 2 S CHllIL Z MFHUEIREIC L. MBS %2 G o2 M
ST, TDOh. 1% FBS i DMEM (2% L. EGCG %= &7 7 F Y& 2121 0~100 u
mol/L Mz, 1 HBEITHEZ 2ITVEF4 BRI L 72,
F S G B L, B B S (Nikon TS-1F APH) B X M 7Y 4 VA A5 2
7 & (DS-Fil-L2) %MW THiGE L7ze ATrd 7 ERFEMIMIL, 2 TR 40 R °iigt - o L7z,

3. HHRIERETEl. MR EETAEIN. 1Cs

MBBREHIE T O & 51247 % o 720 Bi% 21T o727 v — LNO DMEM 2851 L. 0.25%
MUT Y Y T MK 2 R BE L7z 2. 10%FBS il DMEM % i 12 B @ L. PBS
(phosphate-buffered saline) & T 1 MIPEE L7z MBS 100u1120.1% MY 232 TV —i&
Wz RN 2 MERET ST A Kz FHI L 720

BB Z M ERT B 72012, YR TV =X 2Mifadta 2477 > 720 ¥igE o172
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¥ ¥ —LHN® DMEM ZW5| L, PBS T2 [Pk L7ze U ¥ RS 10% V<Y ¥ clllez
[ %, PBS T2 Hlik# L7zo PBS & 140251 L, 0.1% )28 7V —iEl T — Mgt L7z,
FURY T —Z 140G L, PBS T 2 mPEi#. 0.1 BlE o HCLER 2 ml Thta S 7zl
WL BRI T (600 nm) % lE L7z,

717 % Vi (EGC, ECG, EGCG) DMIa a5 IZ %3 5 ICs0 (half maximal (50%) inhibitory
concentration) (&, 135 N7z7— % 5 5 MG EHR A VR LB Z R 72,

fER

1. A7 F B0 MEFREMAEE ATrd (ST HFR

1%FBS il DMEM f#4E T 12, 7 v M P Hisk A7e5 a2 4 H < Eh 0~100 1
mol/L EGCG TR L., BMEECTHLE L-L 24, Ml EGCG HEMEA ST L (|
2A. B)o [BIZ EGCG TRLE 2 L7z ATr5 Mgz 10% K V<) Y THEELZ2fR. AFL YT
V=Tt L, 0.1 HaED HClERICHEMR L. S OBROBOLEZMET 5 &\ X 2B OMfa ikl
SERIAR L IZITFBRIC, EGCG HEMAFEOMIa B A o3Big: Sz (K20, Dk, Z oWerz

K2 A A7rb5 #ifad EGCG REKTFiEMAEEIIHIIR

Opmol /L 10pumol /L

20pmol /L 50pmol /L
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B 2D H 7 F %D ATrb HBETEINHIRHR

Effect of catechins on A7r5 cell proliferation
OEGC OECG OEGCG
g 06
c 1.1
805 ] I
%04 | 1 0 ]
8
€ 0.3 —
©
£
502 —_—
3
® 0.1 | —
0 1
0 10 20 50 100
catechin concentrations (umol/L)

X2 Jv NEFE#BaGK ATrb ([C3T 5 DT+ > OIS FEMHIR) R

A: EGCG FE1&k7z IR RatEFEmHIEhF
0~100 #mol/L EGCG |2 & ZMINaREDZE L # Bt L (5 40 £%).
B : EGCG AZ&kFIEMiaEmEMFIzhE (MAaEkatAl)
0~100 xmol/L EGCG 2 & 2 EMa s nZ bz Bligk L 72,
C : EGCG HE&F Mz ETEmsIzhR
0~100 £ mol/L EGCG 2 & % A MIa sk D2 b & Ml et th O WSBEE THIE L 720
D: #57+>% (EGC, ECG, EGCG) D#ipatssEinHishe
BT F YHOMBI T ARHE C LB HETHE L7z,

W58 & MR B O MR R & L THWS 2 & & Lz, WIS, ATrb Mlflaz 2241 0~100 u
mol/L EGC. ECG. EGCG TALE %z L, MilafizFER L7725, K2DITRT &) Zfike
%% 5 72o EGC. ECG. EGCG £ hZnh', MEMRAMEICHIEE Z WA S 2720 T ORRIZ
EGCG > ECG > EGC DT H - 720 MNABIHINH O ICs % Sl L72& A, EGCG & 30.3 4
mol/L TH o 7zA% EGC ® ECG & > 100 umol/L TH o7z (F£1),

®1 HTFVEOEEMAIKICHT S ICs (umol/L)

Cell line ATr5 PC3 DU145
EGC > 100 > 100 63.9
Catechins ECG > 100 > 100 54.8
EGCG 30.3 16.5 11.1

A1 7% ~#H (EGC: epigallocatechin, ECG: epicatechin gallate, EGCG: epigallocatechin gallate) {2 &
B A B s EIHI 0 ICs0 (1 mol/L) 1% 2C. 2D, 3C. 4C OF— % &\ 7z UG ERR A S5 L

72
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2. ATFVEOE FHAMBIKICHT BER

v b ETZ A A AR PC3 ORI HEGE ISR 3 % 0~100 1 mol/L EGCG D&% AT7r5 g &
FRRICHRET L7z & &5, Mlfa%id EGCG MEAAFEIZIMA L7z (K 3A, B)o $#I2. 50 umol/L
EGCG DL LEDHREETI, MlAAF A L AT LTz, KIS, PC3Milez Th i 0~100 4
mol/L EGC. ECG. EGCG THLEZ L, iz fEmL7ze 2 A, M3CITIRT &9 AiiAe
% o720 EGC. ECG. EGCG £ & n s, MRS Z WA S 7205 ToRiid
EGCG > ECG > EGC DT dH - 720 MNaBHINH O ICs0 % H L72& 25, EGCG 13 16.5u

& 3A PC3 #ifa® EGCG A2k M RRETEIHIRIR

Oumol /L 10pmol /L
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X 3B PC3#ifad EGCG REKFIEHfatEEmmHIzIR

Effect of EGCG on PC3 cell proliferation

0.9 I

[+
o1 1 . B
0 T T T T
50 100

0 10 20
EGCG concentrations ( umol/L)

B 3C h 7+ D PC3 HAaISFEMEIzh R

Effect of catechins on PC3 cell proliferation
OEGC OECG OEGCG

0 10 20 50 100
catechin concentrations (umol/L)

3 & PRIZERDA MR PC3 ICXT 2 7 F > OMEFElHIsh R
A : EGCG R Ek7FiHlR gz R
0~100 £ mol/L EGCG 12 & 2 MINLIREDOL L2 @5 L7z (55 40 ).
B : EGCG AEKTFIEillfntEEmHIRIR
0~100 umol/L EGCG 1= & 2 EMa D ZAL % 4 2C & ko Ji: CllsE L 720
C: A7+ (EGC.ECG, EGCG) D#fifatafEiiHishR
717 % Y OMIBIIR B RH % B 2C L AR T TR L7z,

mol/L T& - 72%% EGC % ECG 1 > 100 umol/L TH -7z (F1),
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KA, & MREZIRAY A MR DUL45 DMK 58239 % 0~100 1 mol/L EGCG D% % PC3
MIfE & BRI BIZE L7z 2 ofiR, fiakid EGCG AR IS Lz (K 4A, B)o
(2. 20 umol/L EGCG LLEDREETIE, MINBAFIEAH L AT L7z wIiZ, DU4S MlleE Th
Z1 0~100 x mol/L EGC. ECG. EGCG Tl % L., fillafz Em Lzt 2A, KMACITIRT
X9 kiR E o7, PCIMIEE FERIC, EGC. ECG. EGCG ZMhZ N A M mARAEE IS HIaf %
WA E 7205 ZORRIL EGCG > ECG > EGC DA TH > 720 MINBHEAEHIH] D 1C50% S L 72
&%, EGCGiE 11.1umol/L TH o725 EGC ® ECG & > 50 umol/L TH-o7z (£1),

£ 4A DU145 #ifa) EGCG FAE&TFIEMatEiEimHRhR

Opmol /L 10pmol /L

100pumol /L
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X 4B DU145 #ifad EGCG REKTFIEHMaEFamEIzh R

Effect of EGCG on DU145 cell proliferation
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Effect of catechins on DU145 cell proliferation
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c . T
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® 0.8 T
3 L
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4 & MHETILERD A MR DU145 (CX T 2% D7 F > OFfBIIE I HIZN R
A : EGCG REfKritiatEiEmshe
0~100 u mol/L EGCG 12 & 2 MIIREDOL L2 @5 L7z (55 40 ).
B : EGCG BEKTFIEillintEEmHIzIR
0~100 x mol/L EGCG | & % Ml B0 ZAL & 4 2C & kD5 CllE L7z,
C: BT+ (EGC.ECG, EGCG) D#fifatafEiiHishR
717 % Y OMIBIIR B RH % M 2C L AR 5 TIE L 7z,
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IR D MRSEFE 0§ % J2Bk % & b A B Mk US7 2 HvTiT 72 o 720 UST Al & Hif 37
s AN & ARG Ml %S EGCG M ARAF I BHF (294 L7 (I 5A. B)o LA L. EGCG
V2R3 B I MEASIEH IR <\ 10 wmol/L EGCG i#EE 2 2 5 &\ MBS EDH L AR L7z

B 5A US87 #ifad EGCG REKTF M= TEMHIzIR

Opmol/L 10pumol /L

20pmol /L 50pumol /L

100pmol /L
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X 5B U87 #ifad EGCG AEKTFIEMiatETEimHRhR

Effect of EGCG on U87 cell proliferation
14
£ 1.2 -
<
S 1
©
® 0.8 +—
3
€ 06 +—
©
o
6 04 +— —
[72]
o
N 1 ©
0
0 10 20 50 100
EGCG concentrations ( umol/L)

B5khrITUFTZA M= UST ICxH9 D EGCG DHFIISFEIIHISHR

A: EGCG RE®RTFHEMARETEIIHIZIR
0~100 zmol/L EGCG |2 & 2 Mg IREDZAL 2 Big: L7z (F53 40 £5) .
B : EGCG RE{&7F i fatafEmHiz) R
0~100 zmol/L EGCG (2 & % =Ml Ze/b % X 2C & FFk 5 TllsE L 7z.

BRI BRI 7 A BT RS 7 F Y M E 23RS TR L Ly ) o RFHEIU,
OMEGEIHRR, @Ih# T L A 572 —)b, LDL-2 L A 78— WK e, @b RIS T
TER. @IBEREAS TR, OIRIIFEEEHEEH, 2872563 2 EPAHME STV GFIES
2014). S 512, EGCG 213 U & L7zh 73 v A%, MRaHg s B 5 2 Ml > 77 v % % Jii)
T5ZEI2X D, MR 2 PS5 TR AT L ANV TR ENTW S (Terashima et al.
2004-2005, P44 2013) 0 kA 7 % &, MHIRE L NV 2 KT S5 2 & R PUALIEINIC &
0 BIRBEAL 2 AR Ly IR 7 R MR BESR BRI E & &b L ARSI C b 2 R I
JCN R R i T4 B 2 % BRI 3 2 W REME S E 2 BT 20 EBE SO in situ FEBRIZB VT, i
EE L OB &2 EGCG SR ICHIHI$ 5 2 L0350 0 | 1Cs04d 30.3umol/L TH o720 &
DT Xid, BIREELOH T S BHEEMIC IR b 2 W IRBIIRMALIC 331 2 WREE R O#FE T, i
B 2 P Mg OB 5E 2 P9 5 iRtk 2 R LT %o @ MR TR kA o SOHE I
BRI DO FIERHEREZIZ 2 Z LD WEELEZ SN TWwb (it 2013).

IER D7 7 F /120, PISAEHZSH 5 S LML TEBY . I TE B 5 ¢ A3k
PREINTBY. Foe e e LEFTANIZETH 25A ) X7 OGEATED H LT 575,
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HIZIZRBO SN Aozl )b H L (R4 2013). & b Tid, ADBIZIEE R AN
EAEHTHL I L, MBEOMBEOBE NI RO, B, KIESFORELREEZRT VI L
BEZFERE SNTWD (S 2003, FH84 2013), LA L, EEEERSLEHWEBROBRE LD |
fkaE A 7% 2 FHICERSFTH 5 EGCG XA AMIBO T K b — ¥ A 2T 2/EH D 5T
V2% (Hibasami et al. 1996, 184 2013), F 72, HUBRALIEH . MITaBEH S 279 v O#H], &
ABIHIVER . M3 A O] 2 A L 72 PUBE R, S5125-7 04 uy IV LR FER YL
E r i EPISAHI L OIS X BT R R EL B AREEIRINTE ) SHROMIEAERES
KWICHIFEE NS (Singh 2011, Suganuma et al. 2011, Lambert 2013) o S HIDFEERIZB T D,
EGCG I LD E L7chTF 25 b FAMITS % PC3. DUL4S (Wi vilASA HRAME) <
U87 (7' ) A 77 A b —<HIKAING) (28 THFE A #i R %2 /8 L. EGCG ORI IRA
AMIIZIZH§ 5 ICs01d 10~20 umol/L Tdh o720 TOfEIE, 7L L7MIBTH % A7r5 MLIZHS
5 1Cs0& D/ L HAMIBBIE AL L 72/ X D & EGCG IZIEZ D R W & v ) #ER 12—
L7z (P84T 2013) 0 I3, #kFe 7 7% ¥ OZFK 67 kDa 7 I =¥ L& 7% — (67LR) A3l &
N A 7F o, AL — MY 7% 2 (EGCG, ECG) DZHRTH 2 WHEMED T W I L ATURE
7z (Tachibana et al. 2004). & 512, EGCG 2B L2 WASAMITE/RIC 67LR 2 5S¢ 5 &
EGCG (2 & 2 M3l fE - A 5N 5 X 91245 2 k. F72 EGCG 2o & % Ml
67LR Pk 2 (A S % & EGCG DML ~OHE A AT UM B0 E FH 25B5E S v b
Z & XD, 67TLR IZAERNIZBIT 5 EGCC DI AMEM ZMMN$ 2 /KR TH L LEZ LN T
% (37AE 2009) o
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