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Effect of Seleno-polysaccharide of Eucheuma on Growth and Apoptosis of
Hepatoma Carcinoma Cell Strain

JIANG Zhen-you', LIU Yue', TANG Yu?, CEN Ying-zhou?, WANG Chang-jun?
(1. Department of Microbiology and Immunology, Medical College; 2. Department of Organic Chemistry,
Life Science and Technology College, Jinan University, Guangzhou 510632, China)

Abstract; [Objective] To investigate the effect of Seleno-polysaccharide on the growth and apoptosis of hepatoma
carcinoma cell strain and its mechanism in vitro. [Method ] Human hepatoma cells HepG2.2.15 in proliferative phase

were divided into three groups:Control group,Seleno-polysaccharid group, and Cisplatin group. Proliferation of

tumor cells in each group was tested by MTT method. Cell cycle, cell apoptosis,  and expression of Fas gene of tumor
cells in each group was detected by flow cytometer. [Results] seleno-polysaccharide inhibited the reduplication of
hepatoma carcinoma cell displayed by dose-dependence and time-dependence. The inhibitive rate on proliferation of
hepatoma cells by desacetyluvaricin reached up to 97.20%. Parts of the intrinsic mechanism might relate to the
blockage of HepG2.2.15 cells at S and G,/M period thus to inhibit tumour cell proliferation, and the induction of
HepG2.2.15 apoptosis by promoting expression of Fas gene 14.4% + 0.11% compared with control group 1.5% + 0.01%
(P < 0.05) obviously increased. [ Conclusion]  Seleno-polysaccharide of eucheuma can inhibit multiplication of
hepatoma cell by slowing down cell and inducing cell apoptosis.
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Table 1 OD value of HepG2.2.15 cells in each group (n=8, x+s)
Group 24 h 48 h 72 h
Control group 0.2544 +0.0306 0.3755 +0.0030 0.5565 +0.0020
DDP group 0.1073 +0.0050" 0.0172 + 0.0005" 0.0119 +0.0009"
Seleno-polysaccharide group(1 mg/mL) 0.0962 +0.0014" 0.0240 = 0.0036" 0.0156 +0.0019"
Seleno-polysaccharide group(0.25 mg/mL) 0.1677 +£0.0077" 0.0677 £ 0.0061" 0.0638 +0.0018"
Seleno-polysaccharide group(0.0625 mg/mL) 0.3035 +0.0061 0.1567 +0.0070" 0.1490 +0.0531"
1) P < 0.01 vs control group
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Fig.1 Effect of Seleno-polysaccharide on cell cycle of HepG2.2.15
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Table 2 Effect of Seleno-polysaccharide on cell cycle of

DNA content
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Table 3 Apoptosis of HépG2.2.15 cells induced by

HepG2.2.15 (n=8,x+s) Seleno-polysaccharide  (n=8,xxs)
Group G, S G/M Group Apoptosis cells  Total cells  Apoptosis rate(%)
Conitrol 71.3+£0.7 214+17 73+0.5 Control 17511 12 000 1.5+0.01
DDP 57:3 £116Y 5850.7 £26Y7 . 121 + 0.8Y DDP 1331 £75 12 000 11.1+0.08"
Seleno-polysaccharide ~ 23.0+1.7"  62.7+0.4" 14.3+0.7" Seleno-polysaccharide 1723 £ 108 12 000 14.4+0.11Y

1)P < 0.05 vs control group 1)P < 0.05 vs control group
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Fig.2 Apoptoesis of HepG2.2.15 cells induced by Seleno-polysaccharide

1023

DNA



%38 VLRI , 5. AL IRUBSIE A X I V88 40 Bk A A AR T RS 273

120 80

Events
Events

M1

0 0
10° 10! 102 10° 10* 10° 10!

Fas

100

Events

M1

M1

0
10?2 103 104 10°
Fas Fas

3 WEMLIELIEESE £ 7EF S HepG2.2.15 4l Fas 3Rik
Fig.3 Expression of Fas in HepG2.2.15 cells induced by Seleno-polysaccharide
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Table 4 Expression of Fas in HepG2.2.15 cells induced

by Seleno-polysaccharide  (n=8,x+s)
Group Fas positive cells Total cells Positive rate(%)
Control 276+ 12 10 000 2.76+0.12
DDP 5474 +25 10 000 54.71 £0.259
Seleno-polysaccharide 2138+13 10 000 21.38£0.13Y

1)P < 0.01 vs control group;2)P < 0.01 vs control group
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