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The antitumor effects of ginsenoside Ro on proliferation and apoptosis of gastric cancer cells

MFC
WANG Xiaoping WANG Pengfei BAI Jiqing QUAN Lina WANG Fang GUO Jie
( Shaanxi University of Chinese Medicine Xianyang Shaanxi 712046 P. R. China)

Abstract: OBJECTIVE To investigate the antitumor effects of ginsengside Ro on proliferation and apoptosis of murine gastric cancer
MFC cells. METHODS MTT was employed to detect proliferation of MFC cells. Flow cytometry was used to examine the cell cycle
progression and apoptosis of MFC cells. MFC tumor bearing mice were treated and the tumor tissue was dissected and weighted. The
tumor inhibition rate was calculated. RESULTS  Ginsengside Ro was within 6 —96 pgemL™'. MFC cell proliferation inhibition rate
was significantly increased with the increase of the concentration( compared with that in the 6.0 wg*mL ™" group) . The ratio of GO/GI1
cells was significantly increased and the ratio of G2/M cells was significantly reduced in high — dose ginsengside Ro groups as
compared with the blank group. All doses of ginsengside Ro significantly inhibited the tumor growth( compared with that in the model
group) and the tumor inhibition rate in high — dose ginsengside Ro was 62.7% . CONCLUSION  Ginsengside Ro has antitumor effect
on tumor bearing mice. The mechanism may be related to the inhibition of cell proliferation and the induction of cell apoptosis.
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Groups Dose/ugmL’] A Inhibitory activity/%
37 C\5% COZ Blank control - 0.872 0
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. 12 0.659 24.4x2.34"
24 0.539  38.2x1.64"
1.2.2 Ro MFC 48 0.354  59.4+2.26"
MFC 0.25 % 96 0.314  64.0+3.63"
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1640 1 x10° emL™" 1.2.3 Ro MFC
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Table 2 Cell cycle and apoptosis of ginsenoside Ro on MFC(x 5 n =3)
Groups Dose/pgeml ™! GO/Gl1 phase S phase G2/M phase Apoptotic rate/%
Black control - 47.82 £3.75 30.40 £1.76 18.42 £3.12 1.75 +£0.27
Ginsenoside Ro 6 49.12 +8.34 29.32 +7.84 18.54 +7.58 1.76 +4.23
12 77.92 £6.47" 1.45 +0.44* 16.76 £2.76 5.54 +1.43"
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48 86.34 +1.57** 2.61 £0.66** 11.66 +2.42*F 25.67 £2.79**
96 86.30 +3.54" 2.64 +3.45" 12.86 +13.65" 26.78 +6.47"
Compared with blank control group: * P <0.05 %% P <0.01
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Comparison of the dissolution of Fuke Zhidai tablets
SONG Jianfen DONG Haiyan
( The Institute for Drug Control of Qinghai Province Xining Qinghai 810016 P. R. China)

Abstract: OBJECTIVE By comparing the dissolution of Fuke Zhidai tablets( FZT) from different manufacturers this study aims to
provide more scientific reference for clinical medication. METHODS  According to Japan’s drug quality’s reevalution in dissolution to
simulate 4 kinds of dissolution medium conditions of human body fluids in the digestive tract and dissolution experiment the study were
conducted to determine FZT from different pharmaceutical factories in four kinds of dissolution medium in vitro. RESULTS  FZT from

only one factory out of seven had good dissolution in the four different mediums. At 60 min it had more than 65% cumulative dissolu—
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