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Effects of Menopause on Prothrombotic State in Ovariectomized Rats. Gao Hui,Xi Shui,Xu Ling. Department of Obstetrics & Gynecology,
Beijing Tiantan Hospital, Capital Medical University, Betjing 100050, China

Abstract Objective To observe the effects of menopause on prothrombotic profiles in ovariectomized rats. Methods Thirty two
healthy female SD rats of 9 to 10 months were divided into 4 groups, the control shamed and the observation groups ovariectomized. Rats
in the baseline group and the early menopause group were sacrificed one week later, and the control and late menopause group 10 weeks
later. The prothrombotic profiles were detected including plasma FIB, ATII activity, PAI =1 levels, D — D level, vyWF levels and NO
concentration, TXA, and PGI, levels. Results In early menopause, plasma FIB increased dramatically while AT activity remained lit-
tle changed. PAI — 1 demonstrated an increasing trend. vWF significantly increased but NO significantly decreased. In later menopausal
stage, PAI — 1 increased dramatically but FIB somewhat decreased. Plasma ATII activity significantly increased and vWF still remained a
high level. NO increased a little. In both early and later stage, TXA, and PGI, simultaneously increased while D — D showed little change
between groups. Conclusion Menopause plays different roles in different aspects of thromoembolism, resulting in increased risk in early
menopause due to prothrombotic state and decreased risk in later menopause when new balances between profiles were established.

Key words Prothrombotic state; Menopause; Ovariectomized rats
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Effects of Human Umbilical Cord Mesenchymal Stem Cell on the Proliferation of Apoptosis of Hepatoma Cells. Liao Weitao, Xiao Jia,
Zheng Gang, et al. Laboratory for Gene and Cell Therapy, Shenzhen Institute of Advanced Technology, Chinese Academy of Sciences,
Guangdong 518055, China

Abstract Objective To examine the effects of human umbilical cord mesenchymal stem cell (MSC) on the proliferation of apopto-
sis of hepatoma cells and to provide novel therapeutic strategy for liver cancer. Methods Culture of MSC with 50% confluence was re-
placed with fresh DMEM/F - 12 medium. When the confluence reached 100% , all culture used DMEM/F - 12 was considered as the
conditioning medium. This kind of medium was mixed with fresh DMEM/F - 12 at 1:1 to treat human hepatoma cell line HepG, for 24,
48 and 72 hours. Cellual viability was measured by MTT assay, apoptosis was quantified by Hoechst33342/P1 co - staining, cell invasion

ability and adhesion ability were measured by transwell assay and in vitro adhesion assay, respectively. Change of key signaling compo-
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