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Inhibition of artemisinin of fibroblasts derived from human keloid in vitro
JIANG Chuan et al
(Department of the Burning and Plastic ,the First Affiliated Hospital , Chongqing Medical University)
[Abstract]Objective:To investigate the inhibition of artesunate on fibroblasts in vitro derived from human keloid. Methods:60mg/L
artesunate was added to the medium .The effects of artesunate on fibroblasts in vitro were observed after 24h.The inhibitory rate of the
cellular growth was meassured using MTT assay.The expression of Id1 protein was detected by immunohistochemistry and western blotting.

Results:The data indicated that the expression of Id1 of fibroblasts derived from keloid were depressed by artesunat. Conclusion:The

mechanism of inhibit fibroblast proliferation by artesunat might be related to the depression of protein expression of Id1.
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Effect of PCNA in the mouse uterus during embryo implantation
MENG Jun, et al
(Department of the Reproductive Physiology, Public Health Institute , Chongqing Medical University)
[ Abstract JObjective: To investigate the effect of PCNA in the mouse uterus during embryo implantation. Methods : Real-time fluorescence
quantitative PCR (FQ —PCR) was used to detect the PCNA mRNA of the mouse of unpregnancy, pregnancy at d2,d3,d4,d5,d6 and d7.
PCNA monoclonal antibody was injected in horn of uterus at pregnant d3. Results: The expression of PCNA mRNA showed gradual hoist
trend as days passed , and at pregnant d4, d5 it reached the maximum, at pregnant d6,d7 it showed gradual descent trend. The number
of blastocysts in horn of uterus which was injected PCNA monoclonal antibody was smaller than in that of injected with Saline.

Conclusion: PCNA is persistently expressed in mouse endometrium during the early pregnancy and maybe participates in the regulation

process of mouse blastodysts implantation .
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