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Mechanism of Inhibition of the Proliferation of Fucoidan
the Human Hepatoma HepG2 Cells by Fucoidan

Li Xiao-ting Yin Chen-yu Meng Xu-lian Duan Jie Kong Qiu-yue Feng Qing
( Department of Nutrition and Food Hygiene, School of Public Health, NJMU, Nanjing 210029, China)

Abstract: Objective To explore the effect of fucoidan on hepatoma cell proliferation and the related mecha-
nisms. Methods Proliferation inhibition rate of hepatoma HepG2 cells was measured by MTT. A variety of dosage of
fucoidan (Opwg/ml, 10pg/ml . 100pwg/ml and 500wg/ml) was treated to HepG2 cells. The morphology change of the
cells was observed under microscopy. Apoptosis was detected by Hoechst 33258 staining and DNA Ladder analysis.

CyclinD1 and Topollaare as the proliferation biomarker. Their protein levels were examined by western blot. Results
Fucoidan inhibited HepG2 cells proliferation in a dose-dependent manner. There was a remarkable morphological
change when cells were treated of 500ug/ml of fucoidan. Apoptosis was occurred when the cells were incubated with
100pg/ml and 500pg/ml of fucoidan. In addition, fucoidan also suppressed the expression of cyclinD1 and Topollain
HepG2 cells. Conclusion Fucoidan can inhibit the proliferation of HepG2 cells and induce apoptosis. Meanwhile,

fucoidan also has the ability to suppress the protein expression of cyclin D1 and topolla, which may be one of the

mechanisms of inhibition of hepatoma cells proliferation.

Keywords: Fucoidan; Human Hepatoma cell line; Apoptosis; CyclinD1; Topolla
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Figure 2 The morphological change of
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under microscopy ( x200)
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Figure 3 Fucoidan induced apoptosis in
HepG2 cells

A. Morphological changes detected by microscopy
(Hoechst, x100); B. DNA Ladder detection M.
Marker; 1: Fucoidan treatment for Oug/ml; 2: Fu-
coidan treatment for 10ug/ml; 3: Fucoidan treat-
ment for 100ug/ml; 4. Fucoidan treatment for
500ug/ml.
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Abstract: Objective
Methods
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(pSer 2448 ) expression. Results

In the high-fat supplemented with leucine groups,

TR A A E
i+ F HOMA #5 4, Western blot #-m| A i
(AUC) PR B H&1K, f
15k HE 5

To evaluate the effects of leucine on insulin sensitivity in rats fed with high-fat diet.

Rats were fed with normal chow diet or high-fat diet supplemented with 1.5% , 3.0% and 4. 5% leucine
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