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Inhibitory Effect of the Ethanol Extract of Fagopyrum escuentum on
Melanin Synthesis
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—Abstract—
The aim of this study was to investigate the effect of ethanol exiract of Fagopyrum

escuentum(FE) on the melanogenesis. To determine whether ethanol extract of FE suppress
melanin synthesis in cellular level, B16F10 melanoma cells were cultured in the presence of
different concentrations of FE ethanol exiract. In the present study, the author examined the
effects of FE ethanol! extract on cell proliferation, melanin contents, tyrosinase activity. Cell
proliferation was slightly increased by treatment with ethanol extract of FE (25—-200 pg/ml).
The ethanol extract of FE effectively suppressed melanin contentvs at a dose of 100 pg/ml, It
was observed that the color of cell pellets was totally whitened compared with the control. The
ethanol extract of FE inhibited tyrosinase activity, regulate melanin biosynthesis as the key
enzyme in melanogenesis.

These results suggest that the ethanol extract of FE exerts its depigmenting effects through
the suppression of tyrosinase activity. And it may be a potent depigmetation agent in

hyperpigmentation condition.
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B16/F10 mouse melanoma AEE 10 %
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Fig. 1. Effect of FE on cell proliferation. Cells
were plated at 1X104 cells/dish and incubated in
media containing from 25 to 200 pg/ml of FE for 3
days. Cell proliferation was determined by MTT
assay as described in Materials and Methods. Data

e
w

are means * S.D. of three experiments performed
in triplicate.
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of Bl16
cells after treatment with FE. Cells were incubated
with FE. After 3 days, cells were photographed

with phase contrast inverted microscope. Control,
FE 50: FE 50 zg/nl, FE 100: FE 100 pg/m (200x).

Fig. 2. Light micrographical observation
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Fig. 3. Effect of FE on melanin contents of B16
cells. Cells were seeded at 2X105 cells/dish. After
24  hours,
concentrations of FE for 3 days.

treated with several

Then,
contents were measured as described in Materials
and Methods.
experiments

cells  were

melanin

of three
p<0.01:

Data are mean + S.D.

performed in triplicate. =

compared with control.

Hsto] w9 ojg

# gz HIEM 100 pg/nl AR Z L
Aol ¥eEs #EY  UAH(Fig. 4).

FE 0 50 100 (ug/mi)

Fig. 4. Formation of melanin on the B16 cells after
treatment with FE. B16 cells seeded at 2X105
cells/dish. The cells were treated with FE for
Sdays. Cells pellets containing 5X106 cells were

photographed.
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Fig. 5. Effect of FE on the tyrosinase activity.
The effect on tyrosinase activity was tested with
various doses of FE for 3 days. Data are expressed
as percent(%) of each
represents the mean * S.D.
triplicate, *

control and column
of at least three
p<0.01:

experiments performed in

compared with control.
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Fig. 6. Observation of tyrosinase activity by DOPA
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stain after treatment with FE. Cells were incubated
with FE. After 3 days, cells were stained with
DOPA as described in Materials and Methods.
Control, FE 50: FE 50 gg/ml, FE 100: FE 100 pe/nml
(x200).
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