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Inhibitory Effects of Emodin on the Proliferation of Human Hepatocellular Carcinoma SMMC7721 Cells
WANG Xinwen',ZHU Guoguang®(1.The Affiliated Huaian First Hospital of Nanjing Medical University, Jiangsu
Huaian 223300, China;2.No. 1 Branch Hospital, the Affiliated Huaian First Hospital of Nanjing Medical Univer-
sity, Jiangsu Huaian 223001, China)

ABSTRACT OBIJECTIVE: To study the inhibitory effects of emodin on the proliferation of human hepatocellular carcinoma
SMMC7721 cells. METHODS: SMMC7721 cells were treated with 0 (negative control), 25, 37.5, 50, 62.5, 75, 87.5, 100 umol/L
emodin solution and 100 pmol/L 5-FU for 24 h, 48 h, 72 h. The optical density value of cells was detected, and inhibition rate
was calculated. SMMCT7721 cells were treated with 0 (negative control), 25, 50, 75 umol/L emodin solution and 100 pmol/L
5-FU for 48 h, and cell apoptosis rate, cell cycle and the expression of Bax and Bcl-2 gene were detected. RESULTS: Compared
with negative control, the rate of cell proliferation inhibition increased after treated with 25, 37.5, 50, 62.5, 75, 87.5, 100 pmol/L
emodin and 100 pmol/L 5-FU, which was positively associated with the concentration and duration. Compared with negative con-
trol, the rate of cell apoptosis increased after treated with 25, 50, 75 pmol/L emodin solution and 100 pmol/L 5-FU; the expres-
sion of Bax increased and that of Bcl-2 dereased; 50, 75 pmol/L emodin solution and 100 pmol/L 5-FU could arrested cells at Go/G,
phase (P<<0.05 or P<<0.01). CONCLUSIONS: Emodin can inhibit the proliferation of SMMC7721, promote cell apoptosis and in-
hibit cell growth.
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Tab 1 Results of cell proliforation inhibition rate(x £s,n=

6)

” " BRI, %

%Y W, pwmol/L W 80 mh

INIES 25 -3.86+2.84 4974148 16.53£5.02
35 6.86£1.05 1147£281 36484133
50 20274243 37.69+2.07 52614145
625 4628125 76.83 1324 80.74£1.52
75 63372129 8241£1.65 84.88+3.06
875 65841 1.17 84524143 86.92£2.71
100 72334208 85.18+0.72 92.36+0.64

5-FU 100 66752 1.06 80.24£135 85.42£0.58
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K2 AT EMAERIHHNESER (x2s5,n=3)
Tab 2 Results of cell apoptotic rate and cell cycle distribu-
tion(x +s5,n=3)

A9 WE, pmol/L FT&, %  G/G,% S, % G/M, %
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75 11461135 64222168 30531294 5254143

5FU 100 9414078 65631105 3236175 2.01£087°"
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