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=. GTEWH TPARME%ELRE TR 0%2R4MER Eagle Il HHFHE
(MEM)., ZH3CHER 5 Ji%, ¥ BALB/3T3 48 (AR SIR¥BARE K W %) 1x10* (¥
RE) A 3x10* (BELRE) HFIFT 1003 AMEFRMEP, £ 37°C, 5% CO, WA I
Foah, FEE 2 HLRBFLHMA GTE, 3-H % M & (MCA, Fluka) #i 12-0-4
LB -13-Z 8 B8 (TPA, P.Borchert, USA), & M MBk. 3 7% 8 4 4 F
8d (BELWE) 1 30 d (Fefbid®y) BEATHE. AT b 8 I R0%% fhak, BV4M
WA, By, S FEF)FEEL I R E .

W, GTE#MH TPARSMREEBKRMEKMEE ZM Gschwendt I, LB
F BALB/C MEtk/MNR, HE 20~25g, EABMUEEE SR, BZABEKRL WE (4ul),
FH% TPAO.4pug (BT Al W) RAEBRUBR th 2 Wl (PBS) 4pulimo0.4pg
TPA, AH GTEQ T PBS) il 0.4pg TPA. 6hJi, A FTHEEUT 0.5cm HEHH,
frE, BREM 3 RAR, LREH 2~3 K,

H. GTEW&H TPAESSEMB N (Ornithine decarboxylase ODC) iEit K
M 788 CD-1 MEHDR, HEEB2d R, KIKE TPAS5 nmol 8 GTE /il TPA, 5hJE
WFESIY, M Smart FHED, SBEREKMEER, #IRS%, 5 ("C) 5 88K
(3.8uCi/pmol; 20uCi/ml, Amersham Corp.., Arlington Heights IL) #E 30 °C f#ii,
PR IR R T 0000 2 N 5 S8R P B 1 CO,. E P SEBEAREE IS #4CO; nmol/mg
HEEB/MER, BRNEH SRR, SHDREEMEARS, REHR LB T INE.

A GCTENHEHEFZHMAMSCE 28 Emerit WHK®, HKHEY (Hypox-
anthine, HX.Sigma) FAEEWX H{LE (Xanthine oxidase, XO, Sigma) R
ENBEAMET, B4R SCE M. LB IAR20 FARR(RARERREBERL),
BIFTE 10% AR MEM . LRHARH i0min SEMA GTE J# & 1k ¥ 5 1 5§

(Superoxide dismutase, SOD.Sigma), %R & Ml N HX Tpg/ml f XO 15ug/ml, ¥ 4~
RBFE Hank's WP #E4F, 10min J5, LI PBS BEMME, Bell& s-RBAKE Spg/ml % &
SERE, WoUER s HEEIA. BB, LREE K.
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catechin gallate, EGCG), #JLZEHE ((—)

Ahsorbance 280nm

B¢ )eca ~Epicatechin, EC) fIEBEETFILEE ((=)
EGC Epigallocatechin, EGC) (B 1, 2). N#l
HERUENH, SFEBYEFHEKHALE

’JLJ A, AT ARKGEN BHA %8,
— TR 2 ERREEY], TPA WIAB WA
¢ TR E G m dw s MCA {EFIfI BALB/3TS MM KA,
B 1 GTESZkitae) S GTE ZWREMEH T MCA 1 TPA £33 #E R

Fig 1 HPLC Map of GTE fERTTPAR B, WW LB BMHEHMCA/TPA
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Fig 2 Components of green tea extract
® 1 GTERBHAWHRKWMHA
Table 1 Antioxidant activities of GTE and BHA
v ses Peroxide value (meq/kg)
?od%g;/:; lard stored for weeks at 60°C
: 0 1 2 3 4
No additive 0.2 4.2 58.2 82.5 191.0
GTE 0.2 1.4 2.6 4.4 5.8
BHA 0.2 1.9 3.7 6.1 8.9
¥ 2 GTEWHMCA/TPAESBALB/3T3MME,
Table 2 Inhibitory effect of GTE on transformation induced
by MCA/TPA in BALB/3T3 cells
GTE MCA GTE+TPA . .
Treatment *for Treatment**in efIf’_la_te'ng No.of foci Taxf'n:f?lrmatlon Inhibition
3 days each medium eg;)ncy /plate /mr, c';“er'lcyts (%
(ug/ml) change(pg/mi) ’ s “voﬂ_
0 0 0 0 4.4 0 0
0 0 0 0.1 40.4 0 0
E Exp.1 0 0.5 0 0 24,8 0.2 8.1
0 0.5 0 0.1 23.6 1.0 42,3***
2.5 0.5 2.5 0.1 31.3 0.3 9.6%** 77.3
0 0.5 2.5 0.1 29.4 0.5 17.0%** 59.8
0 0 0 0 52.5 0 0
Exp.Il 0 0.5 0 0.1 28.5 1.8 63.2***
’ 5.0 0.5 5.0 0.1 53.2 0.3 5.6%** 91.1
0 0.5 5.0 0.1 46.5 0.4 8.6%** 86.4
*GTE was added 6h before MCA; **After MCA treatment for 3 days; ***P<0.01
" HRMAMS L. GTE MBMA, Hipd i ma.

=. TPA (0.4pg) W/ PMRERKESFELWRERN, BEREE, W IEFHX R HE
Z£t. BGTE (0.5~2mg) J&. TPABSNRERNZEHBMHE, GE3).
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PO, M 4 FERALIEL, %K TPAS nmol TIH/MR % J8 ODC i #: Wi B ¥ &,
GTE (0.72~3.6mg) M TPA A HEE, HEMH TPAES ODC G,

H. R 5 HR\H, MA HX fil XO HBHES IAR20 4 SCE. &% A GTE
BSOD, WALl B M HX Ml XO %S W SCE, 7 20ug/mil, GTE W il #l 4£ 3 K
SOD Hi#,

% 3 GTEWHTPAFEZ/NRE Khhid%
Table 3 Inhibitory effect of GTE on TPA-induced edema in mouse ear

GTE TPA Mean weight of ear plug+SE
 (me) ] (ue) (mg)
0 0 6.361£0.22
0 0.4 13.24+0.56*
2.0 0.4 7.02+0.37*
1.0 0.4 9.0040.86*
0.5 0.4 10.40-+0.70*
*P<0.05

£ 4 GTENTPABR/IDREKSEBEREHER
Table 4 Effect of GTE on TPA-induced epidermal ornithine

decarboxylase activity in mouse

ODC activity 14CO¢ r
Treatment released + SE Inh(';lgmn
(smol/mg/h) o
acetone 0.007£0.002 -
5nmol TPA 5.810%0.599* -
5nmol TPA 0.87040.250* 85
+0.72mg GTE
S5nmol TPA 0.62910.230* : 89
+3.6mg GTE
*P<0.05

¥ 5 GTEMSODA K #E e 1 3B e E 10 B 75 S TAR 2040 s SC E 40 i1 4 Al
Table § Inhibitory effect of GTA and SOD on SCE induced by
hypoxanthine and xanthine oxidase in TAR 20 cells

Xanthine

Inhibitor Hypoxanthine ;

(p,g/’ml) )Egug/ml) ((;g::iga/s:]l) SCE+SE

GTE 0 0 0 11.34£0.8
0 + 0 10.4+0.6

0 0 + 12.0+0.9
0 + + 25.1+1.5*

2.5 + + 17.4£0.9*
5.0 + + 16.7+£1.1*
10.0 + + 15.3+1.1*

20.0 + + 12.6+0.5*

SOD 10.0 + + 16.8+1.1*
20.0 + + 16.0+0.8*

*P<0.001

© 1995-2006 Tsinghua Tongfang Optical Disc Co., Ltd. All rights reserved.



4 3 FFRBIMETPA R /R RENB A 263

W

W 5 LR B 0 2 B 5 I 28 B e e AR IR 0, A 5 3 —
BHEW, RERTYE B IVE R WY TPA ML 14 00/, B 06 78 MCA #£ R
3G, Fi5 TPA FEASIEIRIRG, HANS LB R T ik 59~ 86%. SHIRRMH
TPA WGERE R a4t EL L EE), R 9 R ke K ol A SRR, T = PR3
RO TPA 5 5 10/ B Bk 7L SR 20 FL B 8 F e, R A O R BB €0,

TR A AR e S HRVS P 0 T BEHE B SR AN EEM. BIEY, TPA RS K
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SH B, HEH AR C R E FE®, AP —$M, GTE TLlimH B i3 4
B (o AREY A5 1E . ORAVEEEN I L MIBT 5+ &M, GTE WLIBB WK TPA
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£, GTE EESHMHEHALLY, XULAYRA OH £H, A %%
BIPURLE. HHEREI, WGTE &, BT SOD EHME®, RALEEHA f KT
BLRREN {14 GTE A MBI A S E MSrER, RIENERE % %, GTEY B
M4 X 54 S BALB/3TS MMESL, TTLLDE MR X 5 % A BOE /& i (4

. RERVR). EERBITERY, AMBRMARME. LR, URXEEZNRERFRE X

U9, GTE BAMRBAHERA RENER, MPHAKKMARBHEEIRFH X REHT
FHRREA, U E—RIIPIERER, WRBE. REMBHMEEORSHL, 203 TS
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KB R A 4R,
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Inhibitory Effect of Green Tea Extract on promotion

and Related Action of TPA

Cheng Shujun, et al

(Institute of Oncology, Beijing)

Polyphenol components isolated {rom green tea showed strong antioxidant acti-
vity. The green tea extract (GTE) significantly inhibited the promoting ef-
fect of TPA in BALB/3T3 cell transformation assays. In in vivo experi-
ments, GTE inhibited edema induced by TPA in mouse ear. The inhibi-
tory effect of GTE on the induction of ormithine decarboxylase activity
was also found in mouse skin treated with TPA. GTE decreased the frequ—
ency of SCE induced by oxygen radical in IAR 20 liver cells treated with hypo-
xanthine and xanthine oxydase.Mechanisms of the antipromoting effect of GTE
are discussed. Our experimental results suggest that GTE may have some pra—

ctical use in cancer prevention.

Key words green tea extract promotion TPA oxygen radical
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