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Research of anti-proliferative effect of o-hederin on colon cancer

Wang Guojuan' Yu Wenyan’ * Guo Hongfei' Wu Huiyuan' Peng Linzhen' Xu Ting'
( 'Department of Oncology the Hospital Affiliated to Jingxi University of TCM Nanchang 330006;
* Research Center for Differentiation and Development of Basic Theory of TCM Jiangxi University of TCM Nanchang 330004)

Objective: To discuss the effect of a-hederin on apoptosis and proliferation of colon cancer. Methods: By microscopy MTT flow cy—
tometry and Western Blot the morphology structure proliferation cell cycle and apoptosis of LoVo cell of colon cancer was observed. Re—
sults: After administration the morphology of colon cancer LoVo cell was changed. Inhibition rates on LoVo cells were significantly differ—
ence among 4. 18 mg/L 8.37 mg/L 16.73 mg/L a-hederin groups 9.23 x 107 g/L Oxaliplatin group 8.37 mg/L a-hederin + 9.23 x 10
g/L Oxaliplatin group. Among the control group 4.18 mg/L 8.37 mg/L 16.73 mg/La-hederin group 9.23 103 g/L Oxaliplatin group 8.
37 mg/L a-hederin + 9.23 x 10® g/L Oxaliplatin group percentages of LoVo cells in G1 phase G2 phase S phase were not significant
difference. Furthermore apoptosis rates of LoVo cells in treatment groups were more outstanding than the control group. The relative expres—
sion quantity of LoVo cell caspase 3 significantly increased in treatment groups compared with the control group. Conclusion: «-hederin

could affect the morphology of LoVo cells change cycle of LoVo cells increase expression quantity of caspase 3 induce their apoptosis and

inhibit their proliferation. Simultaneously there is a synergistic effect with chemotherapy drugs.
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Microtox assay for the quality control of Ginkgolide Injections
Li Huan' Yan Liangchun® Li Haoran®® Sun Yi' Tan Jing' Zhao Junning' ***
(' School of Pharmacy Southwest Medical University Luzhou 646000; > Sichuan Academy of chinese medicine sciences

Chengdu 610041;° Chengdu University of TCM ~ 610072; * Chengdu pharmaceutical Limited by Share Ltd 610000)

Objective: To explore how microtox assay is applied to the quality control of Ginkgolide injections. Methods: Based on the optimal de—
tection system of microtox assay for TCM injections established by our laboratory and freshly prepared Vibrio fischeri we evaluated the lumi—
nous biological effect and the quality control of 7 batches of Ginkgolide injections and their vehicle. Results: The luminescence intensity of
Vibrio fischeri decreased with the time prolonged then tended to be stable state from 15 to 60 minutes. ICs, values of 3 batches of ginkgolide
vehicles were: (5.60 £0.39) % (5.42+0.22) % (5.59 +0.10) % respectively there was no significant difference among these batches
(P>0.05) . ICs, values of 7 batches of ginkgolide injections were (2.25 +0.46) % (3.77 £0.65) % (3.56 £0.55) % (2.49 £0.
40) % (2.73+£0.30) % (2.95+0.55) % (1.39 +0.11) % respectively differences were significant comparing Batch 0815808 with oth—
er 6 hatches( P <0.05 or 0.01) ; differences among Batch 0816310 0815807 0815806 and Batch 0815701 were obviously ( P <0.05 or 0.
01 tablel) . Conclusion: There is a significant concentration-effect relationship of ginkgolide injections and IC, values of some batches are
significant different. Our data suggested that microtox assay could be applied to not only the biological effect of ginkgolide injections but also

the quality control of medicine products.

Key words Ginkgolide Injections( ) ; microtox assay; Luminescent bacteria; quality control
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