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ABSTRACT. In the present study, we were evaluated cytotoxic effects of epigallocatechin gallate in human
skin melanoma cells such as HTB-69. The light microscopic study showed morphological changes of the treated
cells. Disruptions in cell organelles were determined by colorimetric methods; 3-(4,5-dimethy! thiazol-2-yi}-2.5-
dipheny)-2H-tetrazoliuom bromide (MTT) assay, neutral red (NR) assay and sulforhodamine B protein (SRB) as-
say. These results suggest that epigallocatechin gallate retains a potential antitumor activity.
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Fig. 1. The chemica) structures of ECG and EGCG.
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Table 1. The MTT absorbance of EGCG on human
skin melanoma cells

EGCG Concentration MTT quantity

(uM) Mean+S. D°. % of control
Control 3.25+0.13 1000
1 2.64+0.11 89.1
25 2.77£0.11 85.2
50 2.56+0.03* 78.8
100 1.20+0.05%** 36.8
MTTs 166.10

cells were incubated for 48 hrs. the cells were harvested
with Trypsin-EDTA. aThe values represent the meanz*
standard deviations for triplicate experiments. Significantly
different from the control values: *P < .05, ***P <0.001
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Table 2. The NR uptake ability of EGCG on human
skin melanoma cells

EGCG Concentration NR quantity

(uM) Mean+S. D' % of control

Control 1.34+0.28 100

1 1.06+0.09 79.0

25 0.98+0.16 72.8

50 0.88+0.18* 65.6

100 0.49+0.12** 36.5

NRs 123.72

cells were incubated for 48 hrs. the cells were harvested
with Trypsin-EDTA. aThe values represent the meanzt
standard deviations for triplicate experiments. Significantly
different from the control values: *P<(.05, **P<0.01

Table 3. The SRB absorbance of EGCG on human skin
melanoma <ells

EGCG Concentration SRB_quantity
{HM) Mean+S.D.° % of control
Control 2.72+0.03 100.0
1 2.76+0.02 99.1
25 2.65+0.12 97.3
50 2.03+0.15%+* 74.7
100 1.524-0.327** 55.8
SRB., 3572.30

cells were incubated for 48 hrs. the cells were harvested
with Trypsin-EDTA. aThe values represent the Mean+
standard deviations for triplicate experiments. Sig-
nificantly different from the control value: ***P<0.001
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Photo. 1. An inverted photomicrograph of human skin
melanoma cells treated with unmodified medium(control)
for 48 hrs(x 400). Most cells had abundant cytoplasm
and cvtoplasmic process.
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Photo. 2. An inverted photomicrograph of human skin
melanoma cells treated with 50 uM EGCG containing
medium for 48 hrs(x 400). Most cells were observed
morphological changes.

Photo. 3. An inverted photomicrograph of human skin
melanoma cells treated with 100 pM EGCG containing
medium for 48 hrs(x 40X). Most cells were observed
morpholagical changes.
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