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Effects of emodin on proliferation of human gastric carcinoma cell lines MNK-45
and MGC8-03 in vitro

BAO Yong-liang, GONG Xiao-yan, HUANG Jin-ling, HOU Xiao-yan, WANG Tong-sheng, FANG Hai-yan,
WANG Xun-cui
Anhui University of Traditional Chinese Medicine, Hefei 230038, China

Abstract: Objective To observe the effects of emodin on the proliferation of human gastric carcinoma cell lines MNK-45 and
MGCS8-03. Methods MTT assay was used to measure the inhibitory rate on the cell growth of MNK-45 and MGC8-03. The
morphological changes were determined using AO/EB staining. The changes of cell cycle were detected by flow cytometry. Results
Emodin (5—80 pg/mL) had the significant inhibition on cell proliferation of MNK-45 and MGC8-03 (P < 0.01 or 0.05). In addition,
the higher the dosage was, the longer the effective time was, and the stronger the inhibiton was (P < 0.01); After emodin treatment, the
two cell lines showed the features of apoptosis; Emodin could make the cell proliferation of MNK-45 and MGC8-03 stay in the Go/G;
phase. Conclusion Emodin could inhibit the cell proliferation of human gastric carcinoma MNK-45 and MGC-803, induce the
apoptosis of MNK-45 and MGC-803, and affect the distribution of cell cycle phase.
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F1 AEEWABEMM MNK-45 #EAFM (x+s)
Table 1 Effect of emodin on cell proliferation of human gastric carcinoma MNK-45 (x +5)
4B REE (ugmL 24 h 48 h 72 h
AfH 2/ % AfH 2/ % AfH %
R — 0.576£0.012 — 0.729+0.029 — 1.20440.085 —
K 2.5 0.54440.029 6.30 0.680+0.016" 7.52 1.06740.053" 16.53
5 0.50540.008" 14.26 0.625+0.011" 16.01 1.10440.036" 21.96
10 0.45940.009"  23.60 0.417£0.012"  48.20 0.955+0.081" 48.59
20 0.43240.008"  28.92 0.373%+0.011" 54.94 0.557%0.059" 57.02
40 0.390+0.014"  37.39 0.361£0.020"  56.75 0.490£0.027" 62.89
80 0.378+0.031"  39.81 0.353+0.008"  58.03 0.387%0.035" 71.93
HHERMA R P<0.05, "P<0.01, TR
"P<0.05, “P<0.01 vs model group, same as below
£2 KEZEWABE MGCS-03 fRIEEMEM (Xx£5)
Table 2 Effect of emodin on cell proliferation of human gastric carcinoma MGC8-03 (x =)
45 B (ugmL ™) 24h 18h 2h
AMA I/ % A8 I/ % A1H U ESD
(e — 0.691+0.024 — 0.834-0.009 — 1.206+0.065 —
N 2.5 0.653+0.036" 6.30 0.772£0.024" 8.23 1.04940.013" 13.64
5 0.576+0.017" 19.37 0.677%0.009" 20.68 0.90940.074" 25.78
10 0.459+0.017" 38.99 0.450%0.030™ 50.58 0.601£0.035" 52.45
20 0.37840.033" 52.61 0.39940.011" 57.33 0.53040.030" 58.63
40 0.35040.025" 57.39 0.37140.029" 60.95 0.48940.008" 62.19
80 0.342+0.012" 58.78 0.343+0.015" 64.64 0.301£0.054" 78.51
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Fig. 1 Effects of emodin on morphological changes of human gastric carcinoma MNK-45 and MGC8-03
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Fig. 2 Effect of emodin on cell cycle of human gastric carcinoma cells MNK-45 and MGC8-03
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