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Effect of Extract of Concha Haliotidis on Anti-oxidative Ability of Human Lens Epithelial Cells in Vitro. Cui Lijin , Xu Guoxing. Fujian
Institute of Ophthalmology ,The First Affiliated Hospital of Fujian Medical University , Fujian 350005 , China

Abstract Objective To study the antioxidation effect of water extract of concha haliotidis on human lens epithelial cells cultured in
vitro. Methods Cultured human lens epithelial cells in vitro were divided into control group, the positive control group ( hydrogen perox-
ide group) and the treated group. Oxidative damage model was established by culturing human lens epithelial cells with hydrogen peroxide.
The human lens epithelial cells in the blank control group were cultured with H,0,. The human lens epithelial cells in the positive control
group were cultured with hydrogen peroxide. The human lens epithelial cells in the treated group were cultured with hydrogen peroxide and
different concentrations of concha haliotidis extractive. On the first,the third and the fifth day, the proliferation of cultured human lens ep-

ithelial cells were detected with CCK — 8. On the third day the level of SOD, GSH and MDA were detected with chemical colorimetric.
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Results The proliferation of HLECs varied at different time points. The different among groups was statistical significance (1 day, F =
23922.421,P <0.01;3 day,F =120605.864, P <0.01; 5 day,F =150939.452,P <0.01). H,O0, reduced the proliferation of HLECs,
while concha haliotidis extractive promotedd its vitality, at certain range of time and concentrations with a manner of time dependent manner
and concentration dependent. The best manner was 0. 1% at the third day. After adding H,0,, the SOD and GSH level of HLECs reduced
but the MDA increased. Concha haliotidis improved oxidation resistance and decread the lipid peroxidation in oxidative damaged HLECs.
The difference between had a statistical significance(SOD: F =983.042, P <0.01; GSH: F =444.446, P <0.01; MDA. F =830.523, P

<0.01). Conclusion The concha haliotidis extractive can significantly improve the anti — oxidation function in human lens epithelial cells.

Key words Concha haliotidis extractive; Oxidative damage; Superoxide dismutase (SOD) ; Glutathione( GSH) ; Malondialdehyde
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Effect of Silience of PACE4 Gene by siRNA on the Biological Behavior of Breast Cancer MCF -7 Cells. Wang Feifei, Wang Lin, Pan Ji-
hong. Shandong Medicinal and Biotechnology Center, Key laboratory for Biotech — Drugs Ministry of Health , Key Laboratory for Rare & Un-
common Diseases of Shandong Province, Shandong Academy of Medical Sciences; College of Medical and Life Sciences, Jinan University &
Shandong Academy of Medical Sciences, Shandong 250062, China

Abstract

MCF -7 cells. Methods

Objective To investigate the effects of siRNA on the proliferation, migration and cell cycle of PACE4 in breast cancer
We used the synthetic siRNA to inhibit the expression of PACE4 specifically by transient transfection in the
breast cancer MCF -7 cells and detected at 24h and 36h respectively by real — time PCR and Western blot to confirm the silencing effi-
ciency. MTT method was used to determine cell proliferation. Wound healing was performed to test cell migration and flow cytometry was
used to test cell cycle. Results After the siRNA for PACE4 was transfected into MCF -7 cells, the inhibitory effect reached most obvi-
ous at 36h both in the levels of mRNA and proteins compared with controls. The proliferation was reduced obviously (P <0.05) , as well

as the migration (P <0.05), but for cell cycle the effect was not obvcious. Conclusion Application of siRNA to silence PACE4 can de-
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