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Abstract — Green tea catechins (GTC) and its major component, (~)-epigallocatechin gallate (EGCG)
were studied for their protective effects against reactive oxygen species (ROS)-induced oxidative stress.
GTC and EGCG showed the strong antioxidative effects on the lipid peroxidation of ethyl linolate with Fen-
ton's reagent and free radical scavenging effect to DPPH radical generation. They also protected H,0,- or
KO,-induced cytotoxicity in CHL cells or mouse splenocytes. These results indicate that GTC and EGCG
are capable of protecting the lipid peroxidation, free radical generation and cytotoxicity induced by ROS.
The mechanism of inhibition in ROS-induced cytotoxicity may be due to their antioxidative and free radical
scavenging properties. Therefore, GTC and EGCG may be useful chemopreventive agents by protecting
the free radical generation which are involved in cancer and aging.
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X721 (GTC) of M=

2V (Camellia sinensis, FYHEY) 100 g I35}
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Table I - The lipidperoxidation protective effect of green
tea catechin and EGCG

Treatment o ICs,
(ng/mi) ODsss50m % Inhibition (ug/mb)
GTC ¢ 0.361 = 0.001 -

10 0.274 * 0.004**  33.73
50 0.197 £ 0.019**  55.08 29.3
100 0.133 £ 0.001**  73.01
500 0.075 £ 0.051**  87.25
EGCG 0 0.399 = 0.006 -
10 0.270 % 0.049* 42.61
50 0.223 £ 0.013**  69.17 154
100 0.135 £ 0.014** 88.73
Vit-E 0 0.361 = 0.001 -
10 0.326 + 0.001**  20.61
50 0.306 * 0.002**  26.34 2344
100 0.234 £ 0.007** 46.40

500 0.197 * 0.007**  57.67

Dn=3, Significantly different from the positive control
group (Student's t-test)

*P<0.05, **P<0.01

2% Inhibition=[OD positive — OD sample] / ODgisve X 100

Table II - The free radical scavenging effect of green tea
catechin and EGCG

Tf(i"‘g‘/mm‘;)‘“ ODgypy  %lnhibition (sg(;ﬁ?z)
GTC 0 0.307 + 0,004 -
10 0.148 £ 0.006** 52.66
50 0057 + 0.006** 8263 40
100 0027 £ 0.001%* 9273
500  0.035 = 0.005**  93.81
EGCG 0 0.307 = 0.004 -
10 0.086 £ 0.004** 73.29 09
50 0.019 = 0.002** 94.46
100 0015 = 0,000  95.44
Vit-E 0 0.348 £ 0.017 -
10 0309 = 0000 2555
50 0290 + 0.006**  28.80 185.4
100 0.211 £ 0.004** 51.29
500 0185 % 0.000%* 5847

Yn=3, Significantly different from the positive control
group (Student's t-test)
*p<0.05, **p<0.01

? %Inhibition = [ODpogiive - ODyampte J ODpogiive X 100

EGCG7} 09 pg/ml, GTC7} 4.0 pg/m, VitE:= 1854
pg/miEA EGCGSF GTCt Vit-E Hth E4 Egko
o EGCGZ} GTCHTF &40°] it £ Ay
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Fig. 1 — Cytoprotective effect of GTC and EGCG against
H,0, (10™*M)-induced cytotoxicity in CHL cells

and mouse splenocytes.
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Fig. 2 - Cytoprotective effect of GTC and EGCG against
KO, (10°M)-induced cytotoxicity in CHL cells
and mouse splenocytes.
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Fig. 3 — Cytotoxicity of GTC and EGCG in CHL cells and
mouse splenocytes.
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