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Abstract

Esculetin, a phenolic compound, is a

coumarin derivative containing in many

E- plants such as Atemisiac capillaris Flos

of

limonia(Rutaceae), Digitalis pur-purea L.

(Compositae),  leaves Citrus
(Scrophulariaceae), Euphorbia lathyris L.
(Euphobiaceae),Atropa belladonna

(Solanaceae), Datura stramonium L.

(Solanceae) Hyoscyamus niger
L.(Solanceae) [1, 2]. Previously, we found
that esculetin exhibited antioxidant and
It
reported that coumarin derivatives can
inhibit the

malignant

anti-inflammatory  bioactivities. is

proliferation of human
the

molecular mechanism of anti-proliferation

cell lines. However,

of that are remain to be defined. The
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exploration of intrinsic and extrinsic
modulation of chemotherapeutic agents
may prove the efficency of anticancer
treatment, In present study, esculetin
showed the ability of to inhibit HL-60 cell
growth and induced apoptosis in HL-60
cells. The
showed the esculetin could arrest HL-60
cells at G, phase. Also, we found HL-60

cell treatment with esculetin for 24 hours

flow cytometry analysis

can significantly reduced the content of
cyclin D and Cdk-4. In addition, esculetin
treatment of HL-60 cells can induce
cytochrome C releasing from

mitochondria and breakage of PARP- 7.

Key words: HL-60 cells, esculetin,
apoptosis.
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Fig.1 Cytotoxicity of esculetin in HL-60.



Fig.2 Nuclear staining of HL-60 cells with esculetin.



Fig.3
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Fig.3 Flow cytometric analysis of HL-60 cells after treatment of esculetin




Fig.4

80
E 50 pre-G1 phase percentage
70 -| §40
“?_;30 =
0 152
0 £10 A
8 . |80
Esofo' 0 6 12 24 36 48
=5 Time(hrs)
c
® 40 -
0
5 3
S 30 o
2 30 B f\/ -
% — v \
e 20
> \
\
10 - \
—0— GO0/G1 \
T A,
01| —a- c2m
] [ | T I [
0 6 12 24 36 48
Time (hrs})

Fig.4 Cell cycle distribution of HL-60 cells after treatment of esculetin
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Fig.5 Effect of esculetin on RB protein in HL-60 cells.
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Fig.6
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Fig.6 Effect of esculetin on tyrosine phosphorylation in HL-60 cells.
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Fig.7
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Fig 7. Effects of esculetin on Cdk-2, Cdk-4, cyclin E ,and cyclin D protein expressed

in HL-60.
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Fig 8. Time course effect of esculetin on CPP32 pro'tein expression in HL-60.
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Fig 9. Time course effect of esculetin on PARP protein expression in HL-60.
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Fig 10. Time course effect of esculetin on cytochrome ¢ protein expression in HL-60.
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Fig 11. Dose course effect of esculetin on cytochrome ¢ protein expression in HL-60.
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